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THE TREATMENT OF BRIGHT’S DISEASE AND 
RELATED RENAL INFECTIONS* 


BY LAURENCE B. ELLIS, M.D.t 


ly the management of the various forms of 
Bright’s disease, with rare exceptions, we 
can neither attack the underlying etiologic 
causes nor treat the pathologie processes in any 
fundamental way. We deal mainly with indi- 
vidual symptoms and we attempt to maintain 
the proper physiologic balance of the body. In 
so doing, much ean be done not only to enhance 
the comfort of the patient but also, in many 
instances, to ameliorate the course of the dis- 
ease. 

In diseussing the management of the vari- 
ous forms of Bright’s disease, I shall divide 
these manifestations broadly into those that tend 
to be acute and those that are chronic in na- 
ture. 


ACUTE NEPHRITIS AND PYELONEPHRITIS 


Acute Nephritis. The general principle of 
handling patients with acute hemorrhagic or in- 
flammatory glomerulonephritis, seen chiefly in 
children and young adults, is rest for the in- 
dividual and, so far as is possible, for the kid- 
neys. Such patients should be put to bed and 
should remain there until the recovery processes 
have been accomplished or the disease has defi- 
nitely become chronic. Recovery can be con- 
sidered to have been attained when symptoms 
have disappeared, when the blood pressure has 
returned to a normal level, when there is a nor- 
mal sedimentation rate and when the albu- 
minuria and hematuria have disappeared or 
have decreased to a minimal level. During the 
first few days, in the severe eases, fluids should 
be markedly restricted, and the diet limited 
mainly to carbohydrates in liquid form. Later, 
the diet should be one that is easily assimilated 
and that contains an adequate number of cal- 
ories. Reeent work by Keutmann and McCann’ 
has indicated that there is no evidence that a 
high protein diet increases the kidney irrita- 
tion in such eases. In practice, it is not neces- 
sary to give large amounts of protein in acute 
nephritis, nor is it necessary or desirable to re- 
strict the protein intake markedly, except in 
cases of impending uremia. Fluid intake should 
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be ample but not excessive, about 2 liters daily 
being a proper average amount; salt may be 
restricted during the early stage, especially if 
there is edema. 

It has been shown that most cases of acute 
glomerulonephritis are related to streptococcal 
infections. Foci of such infections, particularly 
those in the tonsils and sinuses, should, there- 
fore, be assiduously sought and, if found, re- 
moved. It is probably wisest to remove frankly 
infected tonsils or other undoubted foci of active 
infection as soon as possible in the course of the 
disease, although some authorities counsel against 
tonsillectomy until the initial stage of the neph- 
ritis has passed, because of the danger of in- 
creasing its severity by such an operative proce- 
dure. It has been noted that those cases of 
acute nephritis that follow an undoubted strep- 
tococeal infection are most likely to run a be- 
nign course and to clear completely, whereas 
those that begin insidiously in a patient in 
whom a focus of infection is not readily appar- 
ent usually do badty and progress to the sub- 
acute and chronic stages. 

To prevent recurrences of nephritis, patients 
should be urged to make every effort to guard 
against acute infections, particularly those of the 
respiratory tract, by attention to general hy- 
giene and by avoiding exposure, and to treat 
such infections vigorously, if they do develop. 

It has been shown by Blackfan and his co- 
worker? that the alarming cerebral manifesta- 
tions (intense headache, vomiting, convulsions, 
eoma) which oceasionally ensue in the severe 
cases of acute nephritis are usually due to cere- 
bral edema rather than to uremia. Indeed, ni- 
trogen retention is often absent at such times. 
The best index of impending cerebral edema is 
to be found in a progressive, rapid rise in the 
blood pressure. The proper treatment, which 
is usually very effective, is to give magnesium 
sulfate, by mouth, in doses of 30 to 60 ce. of a 
50 per cent solution every 3 or 4 hours. If this 
is ineffective, then the magnesium sulfate should 
be given intramuscularly in a dose of 0.2 ce. of 
a 25 per cent solution per kilogram of body 
weight. Such a dose can be repeated in 3 hours 
if necessary. Recent work*® has indicated that 
intravenously administered sucrose may be very 
effective in combating increased cerebrospinal 
fluid pressure, and since it is probably a safer 
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preparation than magnesium sulfate, it may 
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prove a valuable therapeutic measure in this 
condition. 


Urinary Infections. A very considerable num- 
ber of patients who are supposed to be suffer- 
ing from chronie glomerulonephritis or malig- 
nant hypertension have in fact a nephritis sec- 
ondary to a bilateral pyelonephritis of long 
standing.*:* The clinical recognition of such 
cases may be difficult, for often the patients 
have never had acute attacks severe enough to 
bring them under observation. They usually 
consult a physician only at a time when renal 
failure, namely, uremia, is already setting in. 
Lengcope and Winkenwerder* have emphasized 
that a careful consideration of the past histo- 
ries of such patients frequently reveals that they 
have had repeated febrile episodes and also that 
not uncommonly they have complained of chron- 
ie back pain. Renal edema in these individuals 
is rare. Examination of the urine shows a low 
fixed specific gravity, relatively little albumin 
and few casts, but considerable numbers of leu- 
koeytes. 

There are two aspects in the treatment of such 
individuals. The first is the recognition of the 
facts that renal failure may ensue as a terminal 
stage in pyelonephritis and that it is necessary, 
therefore, to treat vigorously the pyelonephritis 
in its early stages; and the second is the treat- 
ment of the condition, when it is once estab- 
lished, in the late stages. 

It has been shown that most of the cases of 
acute pyelitis in infants and children,® and prob- 
ably in adults as well,® who do not have ure- 
teral obstruction, have abscesses and foci of 
inflammation in the kidney parenchyma. -Since 
the difference between the clinical cases of pyel- 
itis and of pyelonephritis is one of extent of in- 
volvement and of degree of chronicity, it is ad- 
visable to classify all such cases as acute or 
chronie pyelonephritis. 

In the treatment of acute pyelonephritis or 
pyelitis, rest in bed and the forcing of fluids 
should first be instituted. If the condition does 
not clear up promptly, or if there is a tendency 
to relapse, then further measures are in order. 
It has come to be the general opinion that most 
urinary antiseptics by mouth are of little or no 
value. The most promising treatment for per- 
sistent colon bacillus infections of the urinary 
tract is the use of either the ketogenic diet or 
mandelie acid. The use of a ketogenie diet for 
this purpose was first emphasized by Clark’ and 
by Helmholz® at the Mayo Clinic. A number of 
reports from various sources in this country and 
abroad have all attested to its success; about 70 
to 80 per cent of uncomplicated cases of bacil- 
luria became free of the infection. The effective- 
ness of the treatment rests apparently in two fac- 
tors: the production of a markedly acid urine 
and, as shown by Fuller,® the specific bacterio- 
static action of the levorotatory beta-oxybutyrie 


acid that is excreted. Successful treatment, 
therefore, consists of acidifying the urine as 
much as possible and in creating an adequate 
ketosis. In vitro it has been shown that the 
growth of colon bacilli is inhibited at a pH of 
from 4.6 to 5.0.7. Actually, in the presence of 
the beta-oxybutyriec acid the urine need not be 
acidified to this degree, but it should be kept 
below a pH of 5.5,8 a point that can be easily 
measured clinically by the use of chlorphenol 
red as an indicator. If the ketogenie diet alone 
does not produce this degree of acidity, the ad- 
dition of ammonium chloride to the diet in 
amounts of from 6 to 10 grams daily should be 
carried out. Recently the use of nitrohydro- 
chlorie acid as an acidifying agent has been 
advocated.'® This should be given in doses of 
10 minims four times daily. The ketogenie re- 
gime must be maintained for from 1 to 3 weeks. 
The details of the practical administration of 
the ketogenic diet have been well discussed by 
Talbot.”* 

Recently, mandelie acid has come into use in 
the treatment of persistent urinary infections, 
especially those due to the colon bacillus. Rosen- 
heim’ first advocated the employment of this 
substance, which is chemically related to beta- 
oxybutyric acid and which apparently has a 
specific bactericidal effect, as well as being a 
powerful acidifying agent. Cook and Buchtel** 
of the Mayo Clinie found that its use proved 
effective in rendering the urine sterile in from 
50 to 81 per cent of cases of bacillary infection. 
They administered 12 grams of sodium mandel- 
ate daily in divided doses, together with the 
usual acidifying drugs, such as ammonium chlo- 
ride, and restricted the fluid intake to 1,200 ec. 
If the ammonium salt of mandelie acid is given, 
no other acid drug is usually required. These 
authors,- who worked with patients, as well as 
Helmholz and Osterberg,'* who carried out ex- 
perimental work on dogs, have found that a 
urinary concentration of mandelie acid of 0.5 
per cent or more is required, and the pH of the 
urine must be kept below 5.5. Other writ- 
17-28 have confirmed the beneficial re- 
sults of the drug and have found that its use 
is usually effective against colon bacillus infec- 
tions in from 4 to 12 days, but that it is of much 
less value in infections with other organisms. 
Caution as to the untoward effects of mandelic 
acid is necessary. Diarrhea occurs in 10 per 
cent of the cases, and nausea is encountered in 
about 1 per cent.’* More important, however, 
is the fact that the drug may produce irritant 
or toxic effects on the kidneys, as evidenced by 
temporary depression of renal function™ or by 
the occurrence of casts or hematuria.’*:** Its 
use, therefore, in patients with markedly im- 
paired kidney function is inadvisable. In gen- 
eral it may be concluded that mandelie acid is 
a valuable adjunct to the therapeutic armamen- 
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iarlum against renal infections; that, because 
of its comparative ease of administration, its 
_ use is preferable to that of the ketogenic diet 
in the majority of instances (although appli- 
cation of the two methods jointly is sometimes 
advisable) ; but that the indiscriminate employ- 
ment of the drug is to be deplored. Cases should 
be first carefully studied and selected, the proper 
amounts of the drug and of fluids must be given, 
and the clinical condition of the patient and 
the urinary findings must be repeatedly checked. 

All eases of urinary infection that do not re- 
spond readily to medical treatment should be 
investigated carefully by pyelography to rule 
out eonditions that might interfere with free 
drainage. If such conditions are found, and 
if they are remediable, they should be treated. 

In considering the treatment of urinary in- 
feetions it is important to remember that they 
have a tendency to be both persistent and re- 
current, so that careful follow-ups over long pe- 
riods of time are highly important. Through 
proper treatment of the pyelonephritis in its 
early stages, we can hope to arrest the process 
in the kidney in many instances, and thus pre- 
yent the disastrous end results of nephritis and 
hypertension, which oceur not infrequently. 

In the late stages of pyelonephritis, the gen- 
eral treatment is the same as that for chronic 
nephritis, with particular emphasis on trying to 
build up the patient’s general condition by hy- 
gienie measures. The local treatment consists 
of making sure that both kidneys have free 
drainage by correcting surgically, any obvious 
faults, and by ureteral catheterization and pel- 
vie lavage. 


CHRONIC NEPHRITIS 


From the point of view of treatment, chronic 
Bright’s disease ean be classified most simply 
according to the type of symptoms it presents. 
Its etiology is often obscure or undeterminable, 
and attempts to correlate its clinical aspects 
with the pathologie processes are unsatisfactory. 
A certain number of these cases of chronic 
Bright’s disease, probably not over 10 per cent, 
definitely result from a known attack or attacks 
of acute inflammatory glomerulonephritis (hem- 
orrhagie Bright’s disease). Another group, un- 
doubtedly larger than has been believed, is the 
result of renal changes secondary to chronic 
pyelonephritis, as has been previously discussed. 
Still another group is composed of patients who 
have vascular disease of the nature of benign 
or malignant hypertension (nephrosclerosis, arte- 
rioselerotie Bright’s disease). A few may be 
due to amyloidosis or to other degenerative 
causes, and this group may inelude the so-called 
‘“‘lipoid nephrosis’’ (eryptic degenerative 
Bright’s disease) seen chiefly in children. There 
remain, however, a large number of cases in 
which no etiologic or exciting cause can defi- 


nitely be demonstrated. It is usually assumed 
that such cases represent chronic diseases that 
have followed unrecognized acute glomerulo- 
nephritis, or at least those that are etiologically 
related to this type of nephritis. 

In general, from the viewpoint of treatment, 
however, chronic Bright’s disease can be di- 
vided into three stages: first, that which is la- 
tent; secondly, that in which renal edema tends 
to develop; and, thirdly, that in which nitrogen 
retention leads eventually to uremia. These sub- 
divisions do not imply three separate diseases, 
for any given patient with chronic Bright’s dis- 
ease may and often does present at different 
times two or all three of these stages. 


Chronic Latent Nephritis. In the latent stage 
there are either no symptoms at all or only 
minor symptoms. The patient, however, fre- 
quently presents evidence in varying degrees of 
peripheral vascular disease, such as hyperten- 
sion, retinitis, cardiac enlargement and _ thick- 
ening of the peripheral vessels. The urine usu- 
ally shows albumin in amounts ranging from 
small to large, and the sediment may contain 
red and white blood cells and casts. The renal 
function may be anything from normal to mark- 
edly impaired. 

In the treatment of nephritis in the latent 
stage, attention should be directed primarily 
to the patient as a whole. Most of these indi- 
viduals never develop uremia; a far larger num- 
ber eventually die of heart failure. The gen- 
eral management of such patients should be 
aimed at building up the general body resist- 
ance by hygienic measures and by avoiding 
conditions leading to strain and tension, which 
may aggravate the vascular disease. The patient 
should be put on a schedule of living that will 
ensure him plenty of rest without too many re- 
strictions, for since this is a chronic disease and 
the value of too limited a regime of activity is 
unproved, the happiness of the patient must 
be considered. All possible measures should be 
taken to avoid infections of all sorts, particu- 
larly respiratory infections, even the minor ones 
such as the common cold, since they may ag- 
gravate the renal disturbance and are in gen- 
eral the most prominent precipitating factors 
in heart failure. When such infections do de- 
velop, they should be treated vigorously with 
bed rest and other appropriate measures. Ob- 
vious foci of infection, such as those in the teeth, 
tonsils and sinuses, should be eradicated, but 
overenthusiasm in this respect should be avoided. 


The diet should be chosen with the idea rather 
of providing essential substances, than of re- 
striction. Aldrich and Boyle’® found that giv- 
ing a high vitamin diet resulted in striking im- 
provement in a group of children with chronic 
Bright’s disease. Although the rationale for 
such a procedure may not be very clear, never- 
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theless it does seem advisable to provide plenty 
of vitamins in the diet. In general the protein 
in the diet should not be restricted. Indeed, if 
much albumin is being lost in the urine, this 
extra drain must be made up by increasing the 
protein intake. Although each case presents a 
special problem, an average protein requirement 
for an adult patient is about 80 to 100 grams. 
The total caloric intake should be adjusted to 
maintain a satisfactory body weight. Marked 
degrees of underweight or overweight are un- 
desirable—underweight, because it frequently 
betokens poor physical condition and resistance, 
and overweight, because of the extra strain on 
the heart and circulation that it imposes. Salt 
need not be markedly restricted so long as no 
tendency to edema formation exists. 

Most patients with chronic Bright’s disease 
have generalized cardiovascular disease. As has 
been already stated, their lives are more com- 
monly terminated by heart failure than by renal 
failure, and cerebral vascular accidents or crises 
are of frequent occurrence. These events should 
be watched for, guarded against so far as pos- 
sible and treated properly when they do occur. 


Chronic Nephritis with Edema. Certain pa- 
tients with chronie Bright’s disease develop re- 
nal edema, the so-called nephrotic syndrome. 
This varies from a mild, intermittent edema to 
massive anasarea, resisting all attempts at 
therapy. Renal edema should always be distin- 
guished from the dependent edema of heart fail- 
ure, which is due to increased hydrostatic pres- 
sure, for the therapy of these two conditions is 
quite different. 

The edema of acute nephritis is usually due 
to a generalized toxic effect on the capillaries 
with increased permeability. It is rarely severe 
and disappears with the subsidence of the dis- 
ease, requiring no specific therapy. In the sub- 
acute stage, however, edema may occur as a re- 
sult of the factors discussed below. 


Since the factors leading to the formation of 
chronie renal edema are the same whether the 
underlying pathogenesis of the disease is chronic 
glomerulonephritis or lipoid nephrosis (degener- 
ative Bright’s disease), it is not necessary here 
to consider the differentiation of these two con- 
ditions nor to diseuss the evidence for and 
against lipoid nephrosis being a specific disease. 
In this type of edema the most striking finding 
is a lowering of the blood plasma proteins, par- 
ticularly of the albumin fraction. This is usu- 
ally due to the loss of albumin, and occasionally 
of globulin, from the blood into the urine, al- 
though it may be aggravated by an undue re- 
striction of protein in the diet. 

The exact sequence of events and the nature 
of the pathologie processes that lead to the de- 
velopment of marked proteinuria and lowering 


established whether the cause is a patholugie in- 
crease in the permeability of the glomerular 
epithelium allowing the normal albumin of the 
blood to pass through into the urine or whether, 
as certain recent work would suggest,*® 
there is a qualitative biologic or chemical dif- 
ference between the plasma proteins of normal 
persons and those of patients with the nephrot- 
ic syndrome, which may concern either the syn- 
thesis of these proteins or their diffusibility. 
For the sake of this discussion on treatment, 
however, it is sufficient to consider a simple 
loss of protein in the urine as the main cause 
of the lowered plasma protein and to evolve 
a rationale of therapy from this. 

Normally, the proteins of the blood plasma 
are chiefly responsible for the difference in os- 
motie pressure between the blood stream and 
the tissue spaces—a condition that prevents fluid 
from accumulating in excess in the tissues. 
When the plasma protein is low, as in nephritis 
with edema, the osmotic pressure is reduced and 
edema tends to result. The plasma proteins can 
be readily estimated chemically, and such a test 
is of the greatest importance clinically in dis- 
tinguishing edema of this type from other forms, 
since a plasma protein of 5.5 per cent or higher 
—the normal is 6 to 8 per cent—will not ordi- 
narily produce edema,** whereas edema usually 
results when the protein is below 5.5 per cent. 
A more accurate indication of the plasma osmotie 
pressure is obtained by determining the albu- 
min-globulin ratio of the plasma, as well as the 
total protein level. Normally, the albumin com- 
prises about two thirds of the total proteins, 
but in patients with renal edema, the ratio is 
reversed and the albumin is usually below 2.5 
per cent.** A simple test for estimating wheth- 
er the proteins are above or below the critical 
level has been described by Page and Van 
Slyke,** and it can easily be used in office prac- 
tice. 

The main attention in therapy, therefore, 
should be directed toward attempting to raise 
the low plasma protein by the only means 
known, that is, by increasing the protein intake 
in the diet. From 150 to 200 grams of protein a 
day should be given and maintained for pro- 
longed periods of time. Such a diet will usu- 
ally be tolerated by the patient without evi- 
dence of nitrogen retention. As a precaution, 
however, the nonprotein nitrogen or urea nitro- 
gen of the blood should be checked frequently, 
and if abnormal rises of these occur, the amount 
of protein in the diet should be reduced. 

Although the low plasma protein level is the 
primary cause of nephritic edema, other factors 
which affect the water balance of the body must 
be considered, for it is often possible to influ- 
ence the amount of fluid retained by altering 
or controlling such factors. Under all cireum- 


of the plasma protein level are by no means 
clearly understood. It has not been definitely 


stances, both normal and pathologic, the water 
that is retained in the tissue spaces, and which, 
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if in great excess, is evident as edema, is pres- 
ent as salt solution in equilibrium with the salt 
content of the blood plasma. Sodium, in com- 
bination with chloride especially, is the impor- 
tant base that is concerned. Potassium, present 
in much smaller quantities, is chiefly held in the 
body cells. In the edema of nephritis, much 
sodium is retained in the body in the tissue 
fluids. This retention is not due to any impaired 
ability of the kidney to exerete it, but is merely 
a secondary effect from the low osmotic pres- 
sure, due to the reduced plasma proteins, which 
tends to hold water in the tissue spaces and, 
hence, sodium along with it. It has been shown 
that conditions which tend to reduce the sodium 
of the tissue fluids also tend to draw out the 
water, produce a diuresis, and so relieve the 
edema. Such conditions are: reducing the so- 
dium or salt intake in the diet and using an 
acid-ash diet; giving acid-producing salts, such 
as ammonium or ealeium chloride, in doses up to 
from 10 to 15 grams daily by mouth; and giving 
potassium salts instead of sodium. The mecha- 
nism by which the first operates is self-evident ; 
if the sodium intake is restricted, while a certain 
amount is inevitably being washed out in the 
urine, the amount of sodium in the body will 
decrease. The giving of acid salts tends to pro- 
duce loss of sodium since these salts are con- 
verted in the body into hydrochlorie acid, which 
is combined to some extent with the sodium of 
the body and exereted as such. Finally, it has 
been claimed that the administration of potas- 
sium salts may tend to inerease the excretion 
of sodium and, hence, to produce a diuresis. 
This contention, however, has been disputed.*5 


In patients with renal edema, therefore, the 
first attempt should be to increase the plasma 
proteins by a high protein diet. Attempts at 
regulating the edema by reducing the sodium of 
the body should also be instituted. This can 
be done by any or all of the three methods 
mentioned above. A word of caution regarding 
the last two of these regimes is in order. Par- 
ticularly in eases with marked renal impair- 
ment, vigorous or prolonged administration of 
either acid or potassium salts may result in 
acidosis or potassium poisoning. Such therapy 
should be carried out, therefore, only for short 
periods and in eases without nitrogen retention. 


Since water can be retained in the body only 
as salt solution, even fairly large amounts of 
water by mouth will not produce or aggravate 
edema, if sodium salts are not available. There 
is, therefore, no necessity for limiting the fluid 
intake of patients with renal edema, provided 
the salt intake is restricted. 

In patients in whom the edema persists in 
spite of applying the methods above and in 
whom there is little evidence of severe inflamma- 
tory changes in the kidneys as judged by the 
absence of hematuria, it is proper to try the 


use of a diuretic. The most effective of these 
drugs are probably the mercurial preparations, 
such as mersalyl (salyrgan), merbaphen (novas- 
urol) and mereupurin. Mersaly] should be given 
intravenously at 3 or 4 day intervals, starting 
with a dosage of 0.5 ec. and gradually working 
up to 1.5 or 2.0 ee. if no evidence of renal irri- 
tation oceurs. It has recently been shown** that 
the administration of mercury by rectum in the 
form of suppositories (mereurin) is hoth feasi- 
ble and effective, and this method of adminis- 
tration may come to be employed to a much 
greater extent in the future. Urea may also be 
tried as a diuretic, in amounts of from 45 to 
90 grams daily. The effectiveness of diuretics 
in renal edema is usually much less than in 
edema of cardiac origin. 


Renal Failure. In some cases of chronic glo- 
merulonephritis, of malignant hypertension and 
of chronic bilateral pyelonephritis, the function- 
ing kidney tissue may be reduced to such a point 
that renal failure supervenes, and eventually 
uremia may occur. The stages in this process, 
which may take place fairly rapidly or very 
slowly, can be summarized as follows: 


1. The kidney loses its power to concentrate 
the urine. More water must be excreted to wash 
out the solid waste products and, hence, poly- 
uria and nocturia occur. 


2. <A stage is reached when the nitrogenous 
substances of the blood cannot be maintained 
at a normal level even by this method, and 
nitrogen retention oceurs. This may be rap- 
idly progressive or remain comparatively sta- 
tionary for weeks or months. 

3. Certain conditions result which tend to 
produce acidosis and dehydration. (a) In- 
organic acids, especially phosphates and _ sul- 
fates, can no longer be adequately excreted and 
pile up in the body. (b) Chlorides are swept 
out with the dilute urine, and as the kidney 
further loses its power to manufacture am- 
monia, more and more fixed base, particularly 
sodium, is lost with the chlorides. This is ag- 
gravated by deficient salt intake due to anorexia, 
nausea or loss through vomiting. In the final 
stages the power to excrete an acid urine is 
lost, and the last defence against acidosis is 
gone. 


4. The blood caleium may become lowered, 
which condition is probably secondary to the 
low plasma proteins and retention of phosphates. 

5. Anemia of a greater or less degree may oc- 
cur, primarily on account of a toxie depression 
of blood formation, although in many eases a 
deficient diet has contributed to its occurrence. 


The treatment for renal failure is in many 
ways diametrically opposite from that for neph- 


ritis with edema. Since nitrogen retention and 
marked edema rarely occur together, the indi- 
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cations for therapy are not likely to conflict. 
The principles of treatment are as follows: 


1. When nitrogen retention begins to occur, 
as judged by an elevated blood nonprotein 
nitrogen, the protein of the diet should be re- 
stricted. If this nitrogen retention is a slow 
process, there is no point in limiting the pro- 
tein to less than the minimal nitrogen require- 
ment of the individual,—probably about 40 to 
60 grams,—as the patient will merely burn his 
own body protein. 

2. Chlorides must be provided to take care 
of the loss in the urine. Ordinarily, 5 to 7 
grams of salt added to what is normally pres- 
ent in a salt-poor diet will suffice.** In patients 
who are vomiting, it should be supplied paren- 
terally. 

3. Fluids should be given by mouth or par- 
enterally in sufficient quantity to ensure, if pos- 
sible, an output of 2,000 ee. daily in order to 
carry out as much waste substance as possible. 

4. In the severe cases with acidosis, small 
amounts of sodium bicarbonate (2 to 3 grams 
daily) may help. Caution should be exercised 
in the amount given, however, because of the 
inability of such patients to handle alkalis well. 
Alkalosis ean be precipitated by an overdosage 
of. sodium bicarbonate. 

5. If the symptoms of tetany occur or the 
blood caleium is very low, small doses of eal- 
cium may be given. 

6. Attempts to relieve the anemia by iron 
or liver extract are usually unavailing, unless 
the anemia has been caused by blood loss or by 
a deficient diet. Transfusions may give tem- 
porary improvement. 


Such treatment will often contribute much 
to the comfort of the patient and may prolong 
his life. In the cases, unfortunately not com- 
mon, where the renal failure occurs as an acute 
exacerbation of the disease or where it is pre- 
cipitated by some extraneous cause, such as 
heart failure or an infection, improvement may 
occur, and the patient may regain a degree of 
health for a considerable length of time. 


SUMMARY 


Various forms of Bright’s disease are dis- 
cussed in regard to etiology and treatment. 
These include: acute Bright’s disease; urinary 
infections, both in the acute and end stages; 
and chronic Bright’s disease in the latent stage, 
in the stage with renal edema and in the stage 
with renal failure (uremia). 


to 
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FURTHER REPORT ON OSTEOMYELITIS AT 


WO years ago one of us' presented before 
this society a brief consideration of the sub- 
ject of osteomyelitis, together with a descrip- 
tion of the work of a new Osteomyelitis Clinic 


at the Massachusetts General Hospital. At tha 


time it was stated that a report of progress 
A year was far 
too short a time, however, and even the 2 years 
that have already elapsed are not sufficient to 


would be rendered in a year. 


enable us to bring back to you anything of out 
standing importance or merit. 


of weeks or months but of several or many years 


It will, however, be worth while to discuss the 


problems that have presented themselves to us 


although our ideas concerning them are far 


from erystallized. 


Our clinie was organized under the leadership 
of one general and one orthopedic surgeon with 
the assistance of a few younger men. The pa- 
tients have had more study and consideration 
Well- 
attended ward rounds have led to intensive 
thought concerning, and active discussion of, 
each ease, while the frequent presence of visitors 
has supplied us with many helpful suggestions. 
The ward rounds oceur once a week, an outpa- 
tient clinie is held once a week, and the ward 
cases are. constantly in the hands of an inter- 


than has ever before been their lot. 


ested member of the clinic. 


A serutiny of the literature reveals nothing 


that is strikingly new. Further studies on the 


bacteriology and immunology of the disease are 


being carried out in many clinies as well as in 
our own, and through these studies much help 
will probably come.’® Each of the various meth- 
ods for treating chronic osteomyelitis, such as 
the Baer,t the Orr’? and the Stewart,'* has 
its advoeates and its good points, but no one 
of them solves the whole problem. The use 
of vitamins®:* internally, and externally by 
means of eod-liver oil ointments, has attracted 
much favorable attention, and in our hands has 
been helpful but not a panacea. Furthermore, 
the mechanical problem of closing a big hole 
with devitalized bone at the bottom is always in- 
triguing, and suggestions, such as that of Boz- 
san,° to bore and saw through the dead bone into 


*Read at the annual meeting of the New England Surgical 
Society at Bridgeport, Connecticut, September 26, 1936. 


*Miller, Richard H.—Clinical professor of surgery, Harvard 
Medical School. Smith-Petersen, M. N.—Clinical professor of 
orthopedic surgery, Harvard Medical School. For records and 


addresses of authors see ‘‘This Week's Issue,”’ page 854. 


THE MASSACHUSETTS GENERAL HOSPITAL* 


BY RICHARD H. MILLER, M.D.,f AND M. N. SMITH-PETERSEN, M.D.t 


The end result 
in eases of osteomyelitis is usually not a matter 


the sound bone, in order to restore circulation. 
have been given consideration. 


Of our 67 cases of disease of the long bones. 
only 7 were instances of acute osteomyelitis and 


t! 4 of subacute osteomyelitis (table 1), so that we 


TABLE 1. Classification of Cases of Osteomyelitis 
Occurring in the Long Bones. 

Acute Subacute Chronic 
1 1 16 
2 7 4 “86 


had very little opportunity to treat such pa- 
tients until the infection had passed beyond the 
early stages and had assumed the characteris- 
tics of a chronic inflammation. In one instance 
of an acute exacerbation of a chronic osteomyel- 
itis of the femur with streptococcus septicemia, 
we believe that we saved the patient’s life by 
immunotransfusions, as suggested by Lyons’® of 
our clinic. We have had no experience with bac- 
teriophage.* In acute osteomyelitis with staphyl- 
ococcus septicemia, in which the signs and symp- 
toms are due to toxemia, we believe that careful 
use of an antitoxin® may prove to be of value, 
and further observations on this problem will 
be carried out. Our tendency is to become more 
and more conservative in the handling of acute 
cases; we attack the local lesion only after the 
patient’s condition has been made as favorable 
as possible, and then make the local procedure 
speedy and nonmutilating. An examination of 
the most recent book on osteomyelitis by Wilen- 
sky"* reveals a valuable study of the subject with 
the conerete advice that. in operating on the lo- 
eal lesion in acute cases, nothing more radical 
should be done than to make drill holes in the 
bone, and that even this may be too much. A 
recent article by Humphries® states that opera- 
tion in acute cases should be abandoned since, 
in many instances, such a procedure is positively 
harmful—to this we do not subscribe. The ex- 
cellent article by Green and Shannon,* calling 
attention to the value of the utmost conserva- 
tism — even to refusing operation — in infants 
under 2 in whom the infection is due to the 
streptococcus, is a very valuable contribution. 


Our own problem has been chiefly the treat- 
ment of chronic osteomyelitis. Table 2 gives 
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the location of the lesions. There were, in 
addition, 13 that involved the jaw and 3 that 
involved the toes, which were not treated in 


TABLE 2. Bones Involved in Cases of Osteomyelitis D 


Seen in the Clinic from October, 1934, to June, 


18 


FIGURE 1. 
‘a Atypical acute osteomyelitis of femur, resulting in amputa- 
ion. 
the clinic. The femur, as is usual, showed the 
greatest frequency of involvement. 

The most discouraging cases are those that in- 
volve the femur (table 3). Of these 23 patients, 
only 5 are completely healed and 12 are being 
followed. Two acute eases that occurred in 


TABLE 3. Results of Treatment in Cases with Osteo- 
myelitis of the Femur. 


» 


end of the femur upward (fig. 1), and another 
amputation was required in a young boy who, 
after more than a year in the hospital, was 
slowly losing ground as a result of extensive 
infection and the resultant absorption. One 
death was due to a very atypical acute osteo- 
myelitis of the upper end of the femur in a boy 
of 18, who died of septicemia in spite of every 
attempt to secure conservative drainage and to 
support his general condition (fig. 2). The see- 


FIGURE 2. 


Atypical acute osteomyelitis of upper end of femur, 
in death from septicemia, 


resulting 


ond death was in a very young child who was 
moribund on entrance and lived only a few 
hours. The chronic cases have presented the 
problem of closing large cavities in which there 
is little tendency for the gutter in the bone to 
fill in. We have handled this by various methods 
of local treatment, chiefly by keeping the ex- 
ternal portion of the wound packed widely 
open for long periods of time after the cavity 
in the bone has been completely unroofed. No 
particular kind of antiseptic has been especially 
effective. 

Table 4 gives the results of treatment in 18 


adults required amputation because of the un- 
controllable spread of the disease from the lower 


eases of multiple osteomyelitis. In most in- 
stances each patient had a subacute exacerbation 
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tion. 


treatment. 


in and close over the draining bone. 


lier years might have prevented this. 


TABLE 4. 


Multiple Osteomyelitis. 


in some previously draiued area of bone infec- 
These patients were not seriously sick 
but required local drainage and postoperative 


Osteomyelitis of the tibia (table 5) is less 
discouraging than that of the femur because, 
unlike the latter, the infection oceurs in a super- 
ficial bone which is easy of access and is not 
covered with thick, soft parts that tend to fall 
In two 
instanees, cancer developed in very old, neglect- 
ed eases; the patients had come to us after hav- 
ing had the disease many years. These cases re- 
quired amputation, but proper treatment in ear- 
Our only 


Results of Treatment in Cases with 


In 2 cases with small superficial cavities in the 
tibia, the roof was removed, together with the 
overlying soft parts, and no packing was insert- 
ed. In each of these cases, the cavity filled 
with blood clot and closed in rapidly from the 
bottom, so that the results were excellent. 

The cases of osteomyelitis of the humerus (ta- 
ble 6) were not striking and healed well. Six 


TABLE 6. Results of Treatment in Cases with Osteo- 
myelitis of the Humerus. 


9 


Good, with complete healing 
Incomplete healing 


of the 8 patients were entirely cured, 1 of the 
others was nearly healed, and in only one in- 
stance was the result unsatisfactory. This last 


1. 
2. 
3. 


Good, with complete healing 
Incomplete healing 
Lost 


ease was one of atypical involvement of the up- 
per end of the humerus, with secondary infec- 
tion of the structures of the axilla; in fact, the 
axillary involvement overshadowed the bone dis- 


myelitis of the Tibia. 


TABLE 5. Results of Treatment in Cases with Osteo- 


slide skin graft was performed in one of these 
tibial cases to protect an area of tibia that was 
covered only by a paper-thin sheet of new skin 
which was being continually knocked off (fig. 3). 


FIGURE 3. 


Slide graft to cover bare area over tibia, following osteo- 
myelitis, 


ease, and it was thought that the infection in 
the axilla, rather than that in the bone, was re- 
sponsible for the chronicity of the process. 


4|TABLE 7. Results of Treatment in Cases with Osteo- 
fOr myelitis of the Pelvic Bones. 


Table 7, showing the results of the 5 eases of 
osteomyelitis of the pelvic bones, does not cover 
several cases that have recently been observed, 
and this type of the disease is so important and 
difficult to treat that it will be made the subject 
of a separate communication. In these cases 
the ischium was involved once, the ischium and 
pubie bone once, and the ilium three times. It 
has been our experience in such eases that the 
only satisfactory method of treatment is a very 
radical surgical operation, with wide exposure 
and removal of all diseased bone followed by 
packing and frequent dressings. The course of 
the healing process is always long, but if the op- 
eration has been thorough, the result will be sat- 
isfactory. 

The scattered cases that are included in table 
2 will not be taken up in detail, as they do not 
add anything relevant to the discussion at hand. 
To return to the treatment of the various 
types of osteomyelitis we will give our ideas 
briefly under two headings. 


Acute Osteomyelitis 


1. No local operation should be undertaken 
until the patient’s condition warrants it. 

2. Local operation should be conservative. 
The soft part or subperiosteal abscess should be 
drained and, if there is a definite suspicion of 
pus in the bone, a few drill holes may be made, 
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but no widespread removal of bone substance 
should be attempted. The so-called ‘‘sauceriza- 
tion’’ or ‘‘unroofing’’ of a bone cavity is best 
left until a later date. In young infants, we 
would certainly adhere to the conservative prin- 
ciples advocated by Green and Shannon.° 

3. In eases with a streptococcus septicemia, 
immunotransfusions should be done, and in 
those with a staphylococcus septicemia and tox- 
emia, an antitoxin may be tried. 


Chronic Osteomyelitis 


1. Any bone cavity containing pus should be 
thoroughly uncovered. Following this, one of 
two methods may be carried out. 


a. The wound may be thoroughly packed. 
The packing should be changed every few 
days, if necessary under an anesthetic. The 
external wound must be kept wide open by oc- 
easional revision or by cutting away the 
soft parts, again under an anesthetic if neces- 
sary. A constant drip of Dakin’s solution 
may be used if the wound is dirty, although 
this has no marked effect on the healing. In 
our hands, the Stewart treatment, consisting 
of the use in the wound of a solution of picric 
acid and glycerin, which is followed by cal- 
cium carbonate, has been helpful in cleaning 
and stimulating certain dirty cavities. Cod- 
liver oil ointment should be given a further 
trial in order to evaluate more extensively its 
effect. 

b. The wound may be closed with glass 
cannulas (devised by Smith-Petersen) sewed 
in at each end. A constant stream of Dakin’s 
solution should be kept running through the 
depths of the wound. This has, in several in- 
stances, resulted in satisfactory healing and 
has done away with the usual process of pro- 
longed packing and slow closure. 


CONCLUSIONS 


1. Acute osteomyelitis should be treated 
with due regard to the patient’s condition, and 
the consideration of a local operation should be 
made consequent to this. 

2. Chronic osteomyelitis should be treated by 
thorough, even radical, exposure of cavities and 
removal of sequestra. No one type of dressing 
is adapted to all cases; each must be treated 
according to the individual indications. 

3. The future solution of the satisfactory 
treatment of acute and recurring osteomyelitis 
will come with increasing knowledge of bacteri- 
ology and immunology. 
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DISCUSSION 


Dr. Ezra Jones, Manchester, N. H.: I think that 
this paper is remarkable for two features: first, 
that the author has not tried to give a panacea for 
osteomyelitis; and, secondly, that he suggests that 
the proper way to attack this problem is from the 
side of bacteriology and immunology. 


In fact, his paper is a very comforting one. I make 
these observations from experience with 28 cases 
of osteomyelitis in the last 2 years. Twelve were 
in children, and 10 of these were acute. The other 16 
were in adults, 6 being acute cases. Treatment 
in every instance has been by incision and drainage. 
My experience does not coincide with that of Hum- 
phrey, who believes operations are harmful, because 
I have seen some very spectacular relief result from 
opening the medullary canal. 


In the acute cases as little operative work as pos- 
sible was done. In every instance a small] portion 
of the cortex was removed. The cavity was packed 
immediately with vaseline gauze. This gauze was 
irradiated at times, but I am not convinced that 
the irradiation had any effect. The gauze was left in 
from 4 to 5 weeks, when possible, as we believed 
that frequent dressings were detrimental. In prac- 
tically every case a snugly fitting plaster with a 
window over the incision was applied. 


It seems that the cases that were attacked early, 
before there was any evidence of bone destruction 
in the x-rays, did much better and were less apt 
to sequestrate than those that were treated later. 


Autogenous vaccine has been used in children, and 
we feel that it has prevented multiple lesions. A dif- 
ference has been noted between the streptococcus 
and the staphylococcus cases. Patients with strepto- 
coccus infection are much sicker, but sequestration 
is much less frequent. 

It has been noticed that secondary lesions are much 
more tractable than the initial lesions and sequestrate 
less frequently. This probably indicates that the 
patient has developed an immunity, and is a rather 
convincing argument that a consideration of such 
a state is probably the most important way of attack- 


Wound healing. Physiol. Rev. 16:327 (July) 


ing the problem. 
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NEUROLOGIC COMPLICATIONS FOLLOWING THE 
ADMINISTRATION OF VACCINES AND SERUMS* 


. Report of a Case of Peripheral Paralysis Following the Injection 
of Typhoid Vaccine 


BY LEON J. ROBINSON, M.D. 


HE occurrence of a case of peripheral nerve|nias were found on abdominal examination. The 

‘is following the prophylactic admin-|#>dominal reflexes were absent. The cremasteric 

phoid fi and B were sluggish, especially on the left. The 
istration of typhoia- j 


: knee jerks and the triceps, biceps and radial re- 
eine is here recorded. This case served to em-| flexes were equal and active bilaterally. The Hoff- 


phasize the possibility of this rather rare com-|mann, Babinski, Chaddock, Oppenheim, Gordon, Ker- 
plication. It also led to a consideration of simi- 
lar neurologic complications which are occasion-|+.n4geq arms and hands; no tremor or deviation of 
ally encountered in the administration of serums, | the tongue. The left ankle jerk was less active than 
antitoxins and vaccines. the right. There was no tenderness over any of the 
peripheral nerves, and no adenopathy. 
ASE REPORT There was left foot drop with total inability to 
” dorsifiex the foot. With the left heel on the floor 
The patient, a 33 year old white male, has been 


the patient could not raise the ball of the left 
a patient at the Monson State Hospital since August | foot from the floor. There was also marked weak- 


4, 1935. The admission diagnosis was epilepsy,| ness on plantar extension of the foot. The left leg 
symptomatic of alcoholism. The family history was | was weaker than the right on extension and flexion, 
essentially negative and the past history negative|at the knee, against resistance. Abduction of the 
except for occasional alcoholism. left leg at the hip was unimpaired. Sensation to 
Physical examination on admission was entirely | pain and to vibration in the lower extremities was 
within normal limits. On January 23, 1936, the pa-| normal and equal. At this time no atrophy of the 
tient was given 0.5 cc. of typhoid-paratyphoid Aj|left lower extremity was noted. The patient was 
and B vaccine. This was administered subcutane-| afebrile throughout the period of observation. 
ously as part of the routine prophylaxis against ty- Laboratory Findings. Lumbar puncture revealed 
phoid fever that is given to all patients and em-|an initial pressure of 150 mm. of water with normal 
ployees under 50 years of age in state institutions | dynamics on jugular and abdominal compression. 
in Massachusetts. This same bacterial vaccinet|On removal of 15 cc. of clear, colorless fluid the 
from the Massachusetts Antitoxin and Vaccine Lab-| final pressure was 100 mm. No eells were found; 
oratory has been regularly used for this purpose|the globulin was 0, the chlorides 730 mg. per 100 cc., 


without mishap. the sugar 77 mg. per 100 cc., and the total protein 
Following this first injection into the left del-}21 mg. per 100 ce. The colloidal gold curve was 


toid area, no ill effects were noted, and on January |normal and the spinal fluid Wassermann was nega- 
21, 1936, the second injection of 1 ce. was admin- | tive. 
istered into the right deltoid area. The red blood cell count was 4,590,000; the hemo- 
On February 4, 1936, 4 days after the second in-| globin 76 per cent (Sahli); the color index 0.8; the 
jection, left foot drop was noted. The patient was|initial white cell count 8,300 with polymorphonu- 
able to give a reliable history and denied shooting | clears 61 per cent, large lymphocytes 1 per cent, 
pain, paresthesias, numbness or antecedent trauma.|Small lymphocytes 34 per cent, transitionals 3 per 
The attendant on the ward also supported this his-| cent, and basophils 1 per cent. The red cells were 
tory of apparent spontaneous foot drop. reported normal in appearance. The white cell 
Physical examination at this time can be sum-|count one week later was 8,800, with polymorpho- 
marized as follows: The pupils were equal and|nuclears 49 per cent, small lymphocytes 44 per cent, 
reacted to light, although the left was slightly less|transitionals 5 per cent, basophils 1 per cent and 
active than the right. Both were regular and react-| eosinophils 1 per cent. The Hinton test on the blood 
ed well to accommodation. There was no nystag-|serum was negative. Urinalyses were negative. The 
mus, lid lag, diplopia or hemianopsia. The fundi| blood sugar tolerance test showed a fasting content 
were normal, although at first the optic disks were | of 100 mg. per 100 cc.; % hour after the glucose 150 
thought to appear slightly pale. Later examination|mg.; 1 hour 130 mg.; 2 hours 110 mg.; 3 hours 80 
found them normal in appearance. The nose and|mg. The blood cholesterol content (fasting) was 
throat were normal. The teeth were in fair con-|140 mg. per 100 cc. 
dition. There was no facial or frontalis paralysis.| X-rays of both radii failed to reveal any epiphys- 
Bone and air conduction were normal, and the ear|eal or metaphyseal bone pathology suggestive of lead 
drums c'»var and intact. The hearing was normal. | poisoning. 
The heart showed no enlargement, murmurs or ir- Course and Treatment. The patient at first re- 
regularities. The second pulmonic sound was loud-| ceived infrared light treatment and passive motion 
er than the second aortic sound. The biood pres-| with gentle massage. Later, active motion and 
sure was 120/70, rising but 2 mm. in systolic and | diathermy were added. 
diastolic pressure when the left hand was immersed On March 4, 1936, 1 month after the onset of the 
in cold water, that is, a negative test for latent | foot drop, there was no recovery of motion in the 
hypertension. The lungs were clear and resonant| muscles involved. With the left heel on the floor, 
throughout. No masses, tenderness, spasm or her-| the patient was still unable to raise the ball of the 
foot from the floor. At this time there was obvious 
ye ‘ . Spital, Palmer, Massachusetts. | atrophy of the left leg, the left ankle and calf 
tContains 0.4 per cent cresol as preservative. 


being 2.0 cm. less in circumference than the corre- 
*Robinson, Leon J.—Assistant physician, Monson State Hos- 
pital, Palmer, Mass. For record and address of author see sponding circumferences on the right. 


“This Week's Issue,” page 854. On April 21, 1936, 2% months after the onset of 
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the foot drop, the absolute foot drop and the atro- 
phy were still unaltered. A partial reaction of de- 
generation was elicited in testing the left leg. The 
remainder of the physical examination was not re- 
markable. By this time interrupted negative gal- 
vanism had been added to the therapy of the left 
leg paralysis without any noticeable improvement 
in the condition. On May 1, however, the patient 
was able to raise the ball of the foot 1.5 cm. from 
the floor with the heel held to the floor.. This was 
almost 3 months after the onset of the palsy. 

On May 19, 1936, 3% months after onset, practi- 
cally complete recovery from the peripheral paraly- 
sis was noted. With the left heel touching the floor 
the patient was able to dorsifilex the left ball of the 
foot 10 cm. from the floor, as compared with dorsi- 
flexion of 12.5 cm. in this position with his normal 
right foot. There was as full and as strong plantar 
extension of the teft foot as there was of the right. 
The circumferences of the left ankle and left calf 
were but 0.6 cm. less than the right; the measure- 
ments were: right calf 35 cm., left calf 34.4 cm., 
right ankle 26.9 cm., left ankle 26.3 cm. 

Diagnosis. A diagnosis of peripheral paralysis 
complicating typhoid vaccination was made. 

Anterior poliomyelitis was ruled out by the absence 
of a febrile course, absence of muscle pains, and 
negative spinal fluid findings. Alcoholism, as the cause 
of a peripheral neuritis with palsy, was ruled out by 
the absence of recent long-continued bouts of alco- 
holism and of tenderness over the peripheral nerves. 
Lead palsy was ruled out by the absence of bilateral 
nerve involvement, of a lead line in the gums, of 
stippling of the red blood cells and of a lead line in 
the radii. Avitaminosis was ruled out by the pres- 
ence of an adequate diet and the absence of skin 
manifestations, of bleeding gums, of sore tongue and 
of gastrointestinal symptomatology. Diabetic neu- 
ritis with palsy was ruled out by the absence of ten- 
derness over peripheral nerves and of pain and by 
the presence of a normal blood sugar tolerance test. 


REVIEW OF SIMILAR CASES 


The use of serums and vaccines prophylacti- 
eally and therapeutically is becoming universal- 
ly more common. The physician who uses them 
is generally well aware of the possibility of such 
obvious complications as local infections at the 
site of injection, foreign protein reactions, and 
the introduction of Treponema pallidum and the 
tetanus bacillus. But he seldom has occasion to 
consider the nervous system complications that 
rarely follow the parenteral introduction of vac- 
cines and serums. 

It is well known that the central nervous sys- 
tem is extremely susceptible to a number of di- 
verse noxious materials and conditions. 

A list of some of these central nervous system 
noxae that have been parenterally introduced 
and the conditions that they have caused include : 
neoarsphenamine during antisyphilitie therapy 
eausing sympathicoplegia;? intravenous evipan 
for general anesthesia causing flaccid paralysis 
of the extremities ;? cocaine derivatives injected 
into the subarachnoid space for spinal anesthe- 
sia causing neurologic complications of the 
most varied type;* quinine bismuth iodide 
during therapy for neurosyphilis causing 
paralysis;* emetine hydrochloride injections 


for pulmonary tuberculosis causing fatal Lan- 
dry’s paralysis,® and so forth. The frequency 
of peripheral and central nervous system com- 
plications following the administration of rabies 
vaccine is common knowledge, and the literature 
contains many such reports.’ 

In recent years there have been reported simi- 
lar, uncommon, but by no means insignificant, 
complications following the administration of 
other vaccines and of serums. Among the of- 
fenders are every type of serum and vaccine, 
including tetanus antitoxin,®:* °° diphtheria 
antitoxin,®: searlet fever antitoxin,’ scarlet 
fever toxin for prophylaxis,’* antipneumococ- 
cic serum,’* serum for tubereulosis,’?® antimen- 
ingocoecie serum,’® staphylococcus vaccine,’ ty- 
phoid vaccine’: ** and smallpox vaccine.** 

In reporting a case of axillary nerve paralysis 
following the prophylactic injection of tetanus 
antitoxin, Young’® recorded from the literature 
47 cases of neurologic complications following 
serum, and only 3 following vaccine. 

Doyle,*° reporting 2 eases of flaccid brachial 
paralysis following scarlet fever and tetanus an- 
titoxin, respectively, collected 47 similar cases 
from the literature. Doyle purposely limited 
his report to cases following serum administra- 
tion and omitted all cases due to vaccines. Of 
his 47 collected cases, 8 had been included in 
Young’s previous review.?® 


CLINICAL PICTURE 


The usual sequence of events, whether se- 
rums or vaccines are administered, is the grad- 
ual or sudden onset of a flaccid paralysis 
of the lower motor neuron type, occurring at 
any time from the same day to 60 days after 
inoculation (usually occurs within 14 days) 
and involving any peripheral or even cranial 
nerve or nerves (brachial, ulnar, radial, axil- 
lary, sciatic, long thoracic, lumbar, or even 
facial, or auditory nerves).*° Less 
often the spinal cord or higher centers are 
involved. Serum sickness and urticaria may or 
may not accompany or precede the paralysis. 
Urticaria, with subsequent nerve involvement. 
has even followed typhoid** and rabies vaccine™ 
injections. Atrophy is a frequent but not an in- 
variable feature, and may be accompanied by the 
reaction of degeneration. Atrophy generally oc- 
curs within 2 days to 3 months but has been 
known to occur as long as 7 months after in- 
oculation.’® 

Residual paralysis persisted in 48 per cent of 
Young’s 37 collected cases with peripheral nerve 
involvement, whose outcome was known.'® 
many as 21 per cent showed no recovery at all, 
while 27 per cent showed only partial recov- 
ery. The other half of the cases recovered com- 
pletely. 

Doyle, on the other hand, found a more fa- 


for amebiasis causing paresis ;° gold salt therapy 


vorable group of cases and stated that ‘‘most 
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of the cases recover completely.’’?° However in 
25 of his collected cases, including 1 of his 
own, no mention is even made as to end results. 
In cases where improvement was mentioned it 
occurred at any time from 10 days to 18 months 
after the onset and was not always complete. 


The prognosis, while guarded as to recovery 
in peripheral involvement, is definitely serious 
as to life in central nervous system involve- 
ment, which carries with it a mortality of over 
oO per cent. 

The central nervous system type of compli- 
cation may involve an anaphylactic response 
with nuchal rigidity, convulsions, coma, increase 
in spinal fluid cells, and death. This form gen- 
erally occurred in cases in which intraspinal se- 
rum therapy was administered as in meningo- 
coceie meningitis or tetanus.’® 

Another form of central nervous system in- 
volvement is characterized by bizarre manifes- 
tations, which may involve any part of the cen- 
tral nervous mechanism. Thus, 4 days follow- 
ing searlet fever toxin injected for prophylaxis 
Kennedy’s case’? developed urticaria, and 3 days 
later aphasia and partial right hemiplegia, fol- 
lowed 5 days later by right homonomous hemi- 
anopsia and bilateral swelling of the optic disks 
with retinal edema. Lumbar puncture revealed 
only inereased pressure and 14 lymphocytes per 
eubie millimeter of fluid. Recovery occurred in 
weeks. 

Another of Kennedy’s cases received typhoid 
vaccine. Fever and urticaria followed the sec- 
ond inoculation. Twenty-four hours after the 
third and last inoculation, numbness appeared 
in the feet and spread to the waist. Four days 
later numbness was present in the ring and lit- 
tle fingers of both hands. There were incom- 
plete glove and stocking anesthesia, total loss 
of vibration sense in the legs, tingling in the 
hands and feet, and weak and awkward grasp- 
ing power. Deep reflexes were present but re- 
dueed, and the abdominal reflexes were absent 
for a month. Early in the disease there was 
diffieulty in focusing near objects in the mid- 
line. Gradual general improvement occurred. 

Hemiplegia has been reported following 
tetanus antitoxin.* In the central nervous sys- 
tem type of complication, lumbar puncture may 
reveal normal findings or such alterations as 
lymphocytosis’ **, inereased  pressure,’* in- 
creased albumin,*£ all of these together’* or 
marked pleocytosis.’® 

Subsequent to typhoid vaccination there have 
occurred Landry’s paralysis,?** acute myelitis,?” 
hemiplegia and hemianopsia, epileptic crises, 
meningeal accidents, and polyneuritis,‘“* as well 
as asthenia, weakness and depression.**° 

Three clinical forms of central nervous sys- 
tem complications subsequent to rabies vaccina- 
tion are well described by Bassoe and Grinker.* 
These are: the acute ascending paralysis of 


Landry’s type; dorsolumbar myelitis; and neu- 
ritie forms, in which after a brief febrile period, 
one or more peripheral nerves become involved. 

Following rabies vaccination there have been 
reported fatal mayelitis,*° encephalomyelitis’: 
7 7¥ and extrapyramidal disturbance of gait 
with myoclonus.”4 

Thus it will be noted that the administration 
of almost any serum or vaccine may be followed 
by an unusual complication of a neurologic na- 
ture. 


DIFFERENTIAL DIAGNOSIS 


The peripheral nerve complication subsequent 
to serum or vaccine injection is often difficult to 
diagnose as a complication of the inoculation, 
and when the complication occurs more than 
2 weeks after the injection, confusion is espe- 
cially apt to arise. It is to be distinguished 
from anterior poliomyelitis (which was the er- 
roneous diagnosis in one of Kennedy’s cases"), 
peripheral paralysis due to lead poisoning, 
neurologic complications such as occasionally oc- 
cur in diabetes,** and the peripheral paralyses 
caused by alcoholism or avitaminosis. The cen- 
tral nervous system complication may simulate 
any disease of the cord or higher centers. 


ETIOLOGIC MECHANISM 


The exact etiology of these neurologic com- 
plications is still unknown. It is obvious from 
the frequency with which the palsies occur in 
localities other than the extremity into which 
the injections have been made that the in- 
oculation is not the cause of a local injury to 
nerve tissue. 

There are several mechanisms suggested to ac- 
count for these neurologic complications. In 
the instances where horse serum has been the 
offending substance, the mechanism that has 
been invoked is perineural edema occurring lo- 
cally as part of a general urticarial response to 
the serum.*®: The nerve damage is 
assumed to be caused by pressure on the blood 
vessels of the nerve with resulting ischemia. 
Young denies that this explanation holds for 
every case. He points out that in a number of 
eases paralysis developed without any previous 
serum disease and that in still other cases paraly- 
sis came on from 10 to 15 days after subsidence 
of the serum reaction.’® 

The action of a specific neurotoxin has been 
favored, rather than anaphylaxis, in 2 cases in 
which no previous serums had been given to 
cause sensitization.“ Urticaria followed the ad- 
ministration of tetanus antitoxin in both of 
these. Gordon favors a specific neurotoxin in 
the serum plus ‘‘shock’’ from the introduction 
of a foreign protein.** 

Some eases following the injection of 


rabies 
vaccine have been attributed to a foreign pro- 
tein reaction,®* but the condition has generally 
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been said to be an attenuated rabies virus dis- 
ease transmitted by the vaccine.” 

To substantiate this claim, the proponents 
point to the similarity of perivascular soften- 
ing of the spinal cord in a case of Landry’s 
paralysis following antirabie vaccination with 
the changes found in subacute rabies." Stu- 
art and Krikorian™: ** decided that the cause of 
these complications was a cytotoxin in the basic 
nerve substance of all antirabie vaccines, which 
affected peculiarly susceptible persons, rather 
than the cause being the phenol preservative or 
a virus. In 1908 the cytotoxin theory was also 
favored by Marinesco”® and in 1932 by MeKen- 
drick.** Marquet blames the virus contained 
in the antirabic vaccine, enhanced by the rapid 
administration of the vaccine. 

In attempting to attribute to a common cause 
the etiology of neurologic complications follow- 
ing the injection of so many different sub- 
stances, one can consider several possibilities 
common to all of these injections. These are a 
chance virus contamination, the foreign protein 
or the preservative added to the material. 

If the chance introduction of a virus were at 
fault there would doubtless be similar neurologic 
complications following subcutaneous injections 
of such drugs as caffeine, morphine, adrenalin 
and other medicinals administered subcutane- 
ously. 

All serums and vaccines contain foreign pro- 
tein whether in the form of animal serum or the 


protein of the dead bacteria in bacterial vac- 
eines and of the spinal cord emulsion in rabies 


vaccine. We have already quoted the opinions 
favoring a foreign protein reaction. Yet cases 
have been cited in which no previous sensitiza- 
tion had preceded the etiologic inoculation.’® 

Finally it should be considered whether simi- 
lar preservatives common to these vaccines and 
serums might be the offending agents in some 
instances. In the present state of uncertainty, 
even this possibility may deserve the following 
discussion. Phenol, or one of its compounds, is 
often used as a preservative in rabies vaccines, 
typhoid vaecines and animal serums.* It is con- 
ceivable that in susceptible individuals phenol 
in the material administered subcutaneously 
might cause neurologic complications. 

The paralysis following the ingestion of 
Jamaica ginger was found to be caused by a 
phenolic compound, triorthocresyl phosphate.?’ 
Polyneuritis and paralysis following the inges- 
tion of the abortifacient, apiol, have also been 
shown to be caused by this same phenolic com- 
pound.”* Another phenolic compound, a cresol 


*Phenol or tricresol (0.2-0.5 per cent) is the preservative 
in many producers’ rabies vaccine (of the Cutter Laboratory, 
Berkeley, Calif.; Eli Lilly Company, Indianapolis; Gilliland 
Laboratories, Marietta, Pa.; Hixson Laboratories, Johnstown, 
Ohio; Lederle Laboratories, New York; Sharp and Dohme, 
Philadelphia; E. R. Squibb and Sons, New Brunswick, N. J.; 
and many others too numerous to mention); in typhoid vaccine 
(of Eli Lilly; of Antitoxin and Vaccine Laboratory of Mass- 
achusetts, and of many other commercia! firms); and in numer- 
ous bacterial vaccines, serums and antitoxins, 


phosphate, has been the causative agent of poly- 
neuritis in tubereulous patients to whom the 
drug had been given for therapy.*® 

Of phenol poisoning it is stated that ‘‘the 
systemic action of phenol is almost confined to its 
effect on the central nerve system; and there is 
hardly a portion of this which escapes its action 

Cresols closely resemble phenol in their 
action—and, like it, also exert their chief ays- 
temic action on the central nerve system.’” 
The symptoms of triorthocresyl phosphate and 
creosote poisoning are weakness, polyneuritis, 
paralysis and atrophy,*** and they are similar to 
the symptoms of the neurologic complications 
following the injection of serums and vaccines. 

Against the ‘‘phenol hypothesis’’ many valid 
objections can be raised. It has been maintained 
that triorthocresyl phosphate alone, of all the 
phenolic compounds, is able to produce neuro- 
logie pathology and symptomatology. To prove 
this point the investigators injected triortho- 
cresyl phosphate subcutaneously in a large se- 
ries of animals (7 dogs, 11 monkeys and 9 fowl) 
and produced paralyses in them. Then to a small 
group of animals (2 dogs, 1 monkey and 1 fowl) 
they administered phenol orally. The only mon- 
key to which phenol was administered developed 
acute fatal phenol poisoning. At autopsy this 
monkey ‘‘showed a slight involvement of the 
peripheral nerves and distinct changes in the 
anterior horn cells.’’ These pathologie changes 
are strikingly similar to those produced by tri- 
orthocresyl phosphate in the same observers’ 
series. It seems strange that the group given 
phenol was not only so small, but also that the 
oral route was used rather than the subeutane- 
ous route of administration as in animals given 
triorthocresy] phosphate. Furthermore, the 
phenol was administered in an aqueous or al- 
eoholic solution. In the tables published by 
these investigators, it is noted that, in all their 
eats given aqueous or alcoholic solutions of tri- 
orthocresy! phosphate orally, no definite paraly- 
sis occurred. Oral administration of triortho- 
cresyl phosphate caused paralysis in their eats 
only when given in an emulsion of acacia, in 
which form phenol was not similarly adminis- 
tered. 

It is known that orthocresol is definitely more 
toxic than phenol.** But the more frequent oc- 
currence of neurologic complications following 
the administration of triorthocresyl phosphate 
as compared with their rarity following phenol- 
containing substances does not exclude phenol 
as a definitely possible though rarer cause of 
these complications. 

The rarity of neurologic complications follow- 
ing phenolized serums and vaccines may be con- 
strued as evidence against phenol as an etio- 
logic factor because of the frequency of such in- 
oculations. And yet there are differences in sus- 
ceptibility not only in different individuals but 
in the same individuals at different times. Many 
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of the eases, as in the case reported in this 
paper, showed no ill effects from the same of- 
fending substance when injections were per- 
formed previous to and subsequent to the injec- 
tion that did initiate symptoms.™" 

A more serious objection to the phenol theory 
is perhaps present in the claim that the neuro- 
paralytic complications that are produced ex- 
perimentally in a small percentage of rabbits 
and white rats by repeated inoculations of nerve 
substance ean be prevented by exposure of the 
brain suspensions to the action of 1 per cent 
phenol with or without heat.** Moreover, para- 
lytie accidents have followed the administration 
of the desiccated and diluted rabies vaccine as 
well as the phenolized rabies vaccine.” Finally, 
there is no one substance, which to the exclu- 
sion of all others, may be noxious to the nervous 
system. Neurologic complications have been 
evoked by many agents, such as neoarsphenam- 
ine, evipan, cocaine, quinine bismuth iodide, 
emetine and gold salts, none of which contains 
phenolie compounds. 


In reporting cases of neurologic complications 
following vaecine or serum administration it 
would be of interest to record also the preserva- 
tive in the vaccine or serum used. 


PATHOLOGY 


Unfortunately pathologic material is scanty 
and throws little light on the mechanism. No 
autopsy material is found in cases of peripheral 
nerve complications following serum. Only one 
autopsied case in which serum had been used 
could be found by Young as upholding the the- 
ory of perineural edema in the cases of involve- 
ment of the central nervous system with menin- 
geal symptoms.’® 


Cases of rabies vaccine complications are 
richer in autopsy material. The pathology in 2 
autopsied eases has been described as an intoxi- 
cation in econtradistinection to an inflammation, 
with the greatest damage being found in the 
ganglion cells, in which were observed slight 
chromatolysis to complete necrosis.“ In the 
same paper the observation is made that the 
pathology of similar cases in the literature va- 
ries greatly from hyperemia, congestion or edema 
of the brain, cord and investing membranes to 
a hemorrhagic myelitis. 


The autopsy findings in a case of Landry’s 
paralysis following inoculation with rabies vac- 
cine in a patient not bitten by a dog have been 
reported. The perivascular softenings in the 
gray and white matter of the spinal cord and 
their similarity to the changes found in sub- 
acute rabies led the authors to believe that such 
cases had an attenuated rabies virus disease.** 

An interesting observation is reported of a 
German shepherd dog that was inoculated with 
antirabie vaccine and developed a fatal, general- 
ized, flaccid paralysis resembling the ascending 


Landry’s paralysis in man. Rabies was ruled out 
by the short incubation period of 10 days, ab- 
sence of Negri bodies, and negative result on at- 
tempted animal transfer of rabies. Acute catar- 
rhal gastroenteritis, lymphadenitis of the mesen- 
teric nodes, and, in the central nervous system. 
meningeal hyperemia, cerebral and medullary 
edema, and acute internal hydrocephalus were 
found at autopsy.”® 

The nerve lesions produced experimentally in 
animals by triorthocresyl phosphate consist of 
degeneration of the myelin sheaths of the pe- 
ripheral nerves with secondary degeneration of 
the axis cylinders.**¢ In addition to these le- 
sions Smith and Lillie found degenerative 
changes in the anterior horn cells throughout 
the spinal cord in animals given triorthocresy] 
phosphate subeutaneously, and in 1 monkey 
given phenol orally.** 

Jeter reported a case of a man with paralysis 
from Jamaica ginger (since Jeter’s report 
proved to be caused by triorthocresyl phosphate ) 
in which perineural exudate about the periph- 
eral nerves was the only significant lesion.** 
Autopsy of 3 patients with Jamaica ginger par- 
alysis but dying of other causes revealed myelin 
sheath and axis cylinder degeneration of the 
peripheral nerves.** 


PROPHYLAXIS 


There is no way of knowing what patients 
may be unexpectedly affected by this unusual 
complication. The physician should not be held 
responsible for its occurrence, and the possi- 
bility of its happening is not a contraindica- 
tion to the intended injection. 


TREATMENT 


Rest during the early days is indicated for the 
peripheral paralysis as in any peripheral neu- 


ritis. This is to be followed by physiotherapy, 
which may consist of infrared light, gentle mas- 
sage and passive motion followed later by ac- 
tive motion (both types of motion to bring into 


play the affected muscles and so prevent disuse 


atrophy), and still later interrupted negative 
galvanic current, which may be of benefit. The 
presence of a reaction of degeneration usually in- 
dicates a poor prognosis, although cases, like the 
one reported, have been recorded in which a par- 
tial or even complete reaction of degeneration 
has been followed by recovery—more often by 
partial recovery.’® 

Cases with more extensive neurologic involve- 
ment than simple peripheral paralysis carry a 
graver prognosis both as to life and as to return 
of function. 

SUMMARY 


A case of flaccid peripheral paraivsis follow- 
ing the administration of typhoid-paratyphoid A 
and B vaccine is presented. A careful elimina- 
tion was made of other possible causes for this 
paralysis, which was noted 4 days after the sec- 
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ond injection of the vaccine. At this time there 
occurred left foot drop, followed later by 
atrophy and reaction of degeneration. Physio- 
therapy was administered, and 34% months 
after the onset recovery was practically com- 
plete and improvement was still progressing. 

A review cof similar neurologic complications 
following serums and vaccines is presented, and 
their clinical pictures are described. The dif- 
ferential diagnosis demands distinction from 
peripheral paralyses caused by anterior polio- 
myelitis, lead poisoning, diabetes, alcoholism 
and avitamincsis. 

The etiologic mechanisms that have been in- 
voked in the past include perineural edema re- 
sulting from a local manifestation of a general 
serum reaction, a specific neurotoxin and an at- 
tenuated virus disease. 

In commenting on possible etiologic mecha- 
nisms, a consideration has been given to the phe- 
nolic compound so frequently used as a preserv- 
ative in serums and vaccines. In this connection 


‘there is presented the evidence which incrimi- 


nates triorthocresyl phosphate as the cause of 
peripheral neurologic involvement in apiol and 
Jamaica ginger poisoning. The similarity in 
both symptomatology and pathology in these 
eases, in eases following serums and vaccines 
and in a reported case following experimental 
phenol poisoning in a monkey is also pointed 


out. 

Physiotherapy is advocated as the treatment 
of such peripheral neurologic complications as 
may occur following the administration of se- 
rums or vaccines. 
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A REPORT ON SIX CASES OF SUPRACONDYLAR 
FRACTURES OF THE ELBOW 


BY JOHN D. ADAMS, M.D.* 


T is not the writer’s intention to present any- 
thing. new or original in the treatment of 
supracondylar fractures of the elbow. The in- 
telligent interpretation of one’s own experience 


is still the basis on which one should improve 
his technie. 


The average physician is apt to treat supra- 
condylar fractures of the elbow on the assump- 
tion that if he places the elbow in acute flexion, 
he has accomplished a perfect reduction. He 
is guided also by the teaching that all fractures 
should be reduced immediately, irrespective of 
existing conditions. Nevertheless, he often dis- 
regards the amount of force used and the man- 
ner of its application during his manipulations. 
Fortunately, however, it is inconceivable that 
any physician, trained house officer or junior 
surgeon connected with a hospital could pos- 
sibly reduce such a fracture and leave the pa- 
tient without testing the radial pulse. 

There is scarcely any other fracture of the 
human skeleton where lack of accurate knowl- 
edge of the anatomy of the part, together with 
a misconception of the relations between the 
fragments and the influence exerted by the posi- 

*Adams, John D.—Assistant professor of orthopedic surgery, 


Tufts College Medical School. For record and address of author 
see “This Week's Issue,’’ page 854. 


tion of the extension after reduction may con- 
tribute to such grave complications in unskilled 
hands. The old saying, ‘‘it is the first dress- 
ing that counts,’’ is homely language but still 
holds true. It is what the first doctor who sees 
a fracture does, or does not do, that establishes 
the future function of that particular joint. 


With the passage of years our results have 
improved, but, sad to relate, there are still too 
many deformed elbows. We are busy develop- 
ing standards and ‘‘methods of doing,’’ but do 
we emphasize enough the ‘‘don’ts’’? Our ex- 
periences are only too full of unguarded prog- 
noses, grave complications and end results that 
demonstrate an utter disregard of the correct 
application of surgical principles. 


It has occurred to the writer that an analysis 
of six supracondylar fractures of the elbow that 
came into his hands in a period of 90 days 
might serve to illustrate some of these points. 


Case 1. A boy, aged 6, fell a distance of 15 feet, 
striking his left elbow. He was taken to a nearby 
hospital where x-rays showed a typical supracondylar 
fracture of the humerus (fig. 1). The patient was 
anesthetized, and an attempt was immediately made 
to reduce the fracture, but without success. A sec- 
ond similar manipulation was performed 2 hours 
later. There was a considerable amount of force 
used in each attempt, and traction was applied with 
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the arm in full extension. After the second attempt 
at reduction, the arm was forced into acute flexion 
at the elbow. The x-ray check-up at this point 
showed that the proximal fragment was still anterior. 
The radial pulse was absent. The arm was then 
dropped into full extension. The writer saw the 
patient about 6 hours after the injury. The exam- 
ination at this time showed a tremendously swollen 
elbow, which was being held at approximately a right 
angle. The radial pulse was faint but palpable. The 
arm was put in full extension, and an icebag was 
applied to the elbow. The radial pulse returned to 
normal in about 12 hours and was watched for the 


CASE 1. FIGURE 1. 
Original fracture. 


next few days. The arm was allowed to remain 
in full extension for a period of 5 days. At that 
time the patient was given ether anesthesia and, 
owing to the fact that a sharp spicule of the proximal 
fragment gave evidence of coming through the skin, 
the fragments were exposed through an internal lat- 
eral incision, and a fairly good-sized blood clot was 
removed from the joint. The fragments were then 
apposed, after which the arm came. up, and it was 
possible to put the elbow into acute flexion with 
a palpable radial pulse. Four days later the boy 
had a temperature of 104° F. The following day, 
since the temperature was still elevated, the stitches 


CASE 1. FIGURE 2. 
End result 1 year later. 
were removed, the wound was opened, and about 


14 dram of pus was evacuated. No culture of the pus 
was made. Dressings were done daily for a period 


of 2 or 3 weeks. The temperature dropped to normal 
3 days after the wound was opened. An x-ray check- 
up showed no bone involvement. On questioning the 
boy’s mother, it was found that the boy had recovered 
from an attack of scarlet fever about 8 weeks prior 


to the injury. The wound healed completely in 6 
months. A final check-up 14 months after the injury 
showed that the elbow went to within 5 degrees 
of full flexion and extension, while supination, prona- 
tion and the carrying angle were normal (fig. 2). 


Case 2. A boy, aged 7, was admitted to a hospital 
with an injured elbow. A reduction had previously 


CASE 2. FIGURE 3. 
Original fracture. 


been attempted by a local physician but without the 
help of an x-ray examination. The boy, on his arrival 
at the hospital 3 hours later, showed an acutely 
swollen elbow. The hand was warm and the color 
fair, but no pulse was discernible at the wrist. X-rays 
showed a typical supracondylar fracture of the 
humerus with the usual displacement (fig. 3). Two 


CASE 2. FIGURE 4. 
End result 1 year later. 


unsuccessful attempts to reduce the fracture were 
made at the hospital. He was seen by the writer 
48 hours after the injury, at which time he had a 
tremendously swollen elbow. There was no radial 
pulse, the hand was a little cold, and there was cya- 
nosis of the fingertips. The patient was given ether 


anesthesia, and an incision was made which split 
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the triceps tendon. The fracture site was exposed, 
and a large amount of clotted blood was removed. 
The proximal fragment was delivered, and the an- 
terior aspect of the joint cavity was explored. The 
fragments were then apposed, after which the elbow 
could be placed in acute flexion, although it was 
finally put up halfway between acute flexion and 
a right angle. When the arm was inspected a few 
hours after the operation, the hand was warm but 
there was still no pulse at the wrist, although cya- 
nosis was absent. Careful watch of the hand was 
kept for a period of 48 hours, after which time the 
pulse reappeared. An examination 1 year later 
showed that extension and flexion were within 5 de- 
grees of the normal range, while the carrying angle, 
supination and pronation were good (fig. 4). 


Case 8. A boy, aged 8, was injured in falling from 
a bicycle. He was taken immediately to a hospital, 


CASE 3. FIGURE 5. 
Original fracture. 


CASE 3. FIGURE 6. 
After operation. 


where x-rays were taken (fig. 5), and a reduction 
of the fracture was attempted. The patient was seen 
by the writer the following day, at which time he 


showed cyanosis of the arm and coldness and swelling 


of the hand. The pulse was barely palpable. The 
arm was placed in full extension. .Twenty-four hours 
later the pulse was good, and the circulation had 
improved. An open reduction of the fracture was 
done through a posterior incision. The elbow was 
brought up in acute flexion, and the pulse at the 
wrist was good. A final check-up (fig. 6), 1 year 
later, showed all motions of the elbow to be normal. 


Case 4. A boy, aged 5%, fell 6 feet, landing on his 
outstretched arm. He was taken to a hospital imme- 
diately. At the time of admission his left arm was 


CASE 4. FIGURE 7. 
Original injury. 


held in full extension, with a prominent swelling 
in the antecubital fossa, the pulse being palpable 
at the wrist. An x-ray check-up revealed a fracture 
(fig. 7), reduction of which was attempted under 


CASE 4. FIGURE 8&8. 
Final check-up 1 year later. 


Following this, the pulse could 


a general anesthetic. 
not be felt at the wrist. The arm was then brought 
down, and ice bags were applied to it. Three days 
later the arm was put out in extension and was 
watched for about a week on account of the swelling. 
Eighteen days after admission, and following two 
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manipulations, the writer was asked to see the pa- 
tient. The position of the fracture as shown in the 
original x-ray had not been changed, and it was 
decided to do an open operation. A split triceps 
tendon exposure was made and, in spite of a very 
small amount of callus, the fracture was easily re- 
duced and the arm put up in acute flexion. The 
radial pulse was good. The final check-up, 1 year 
later, showed only slight limitation of motion (fig. 8) ; 
the elbow went to within about 10 degrees of full 
extension, while supination and pronation and the 
carrying angle were good. 


Case 5. A boy, aged 9, fell from a height of 4 feet, 
striking his elbow. He was taken to a local doctor, 
who applied a splint. The following day x-rays were 
taken (fig. 9). The boy was admitted to a hospital 


9. 


CASE 5. FIGURE 
Original fracture. 


CASE 5. FIGURE 10. 
Final check-up 1 year later. 


with a very marked swelling of the elbow, with blebs 
and blisters on the skin locally. The temperature 
was 102° F., and there was no pulse at the wrist. 


a semipurulent material. The pulse at the wrist 
was watched very carefully until its return to normal 
at the end of 48 hours. The blebs and blisters were 
dressed for a period of 22 days. By this time the 
swelling had subsided, and the skin looked perfectly 
clean posteriorly. A split triceps tenden incision 
was then made. The capsule was found to be marked- 
ly distended with blood clot, and the callus formation 
was fairly well advanced. The proximal fragment 
was found to be displaced anteriorly, and it was with 
considerable difficulty that the callus was freed and 
the fragments apposed. At this stage the elbow 
could be put in acute flexion without any difficulty, 
although it was discovered that the radial pulse was 
absent. About 8 hours later, as the pulse had not 
returned, the wound was opened again, and it was 
found that anteriorly there was still some pressure 
from the callus, which had not been removed. The 
callus was excised, and the elbow was again put into 
acute flexion. The following morning the pulse was 
perceptible but very faint, but by the fourth day 
it had returned to normal. The final check-up was 
made 1 year later (fig. 10). At that time the boy 
had flexion and extension of the elbow to within 10 
degrees of the normal, while supination and prona- 
tion were normal, and the carrying angle was good. 


Case 6. A boy, aged 4, slipped and fell, striking 
his right elbow. His mother observed a deformity 
and took the child immediately to a doctor, who took 
x-rays of the elbow (fig. 11). The child was then 


CASE 6. FIGURE 
Original fracture. 


11. 


referred to a hospital. The reduction of a supra- 
condylar fracture of the humerus was attempted. 
The patient was seen by the writer 2 days later. 
The arm was considerably swollen, and the pulse 
was not palpable at the wrist. The hand was not 
cold, but it was a little dusky in color. An ice bag 
was applied to the swollen elbow with the arm in full 
extension. The pulse returned in 24 hours, and the 
condition of the hand improved. Eighteen days after 
admission, a split triceps incision was made in the 
arm. Some callus was found, but the proximal frag- 
ment was delivered without any difficulty. The arm 
went readily into acute flexion, and the radial pulse 
was of good quality. The end result at the time 
of the patient’s discharge, 4 months later, was a good 
carrying angle and no loss of supination or prona- 
tion, while the elbow went to within 5 degrees of full 


The blebs and blisters on being opened discharged 


extension and flexion (fig. 12). 
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There is a great deal of material in these cases | tional factors of a warm hand and the absence 
that is interesting to analyze. The first case, for] of skin anesthesia. Perhaps it is not overesti- 
example, strongly suggests that it would be ad-| mating the gravity of supracondylar fractures 
visable to obtain a history of recent illnesses|to say that all of them are potentially Volk- 
before attempting operative procedure on joint|mann’s contractures in unskilled hands. The 
cases. It is the writer’s firm belief that the in-| elbow is endowed with a very efficient collateral 
fection in this case was not a complication of the] circulation that withstands, up to a certain 
operative technic, but rather a residual from the | point, constriction of the brachial artery, but it 
previous attack of scarlet fever. It 1s needless} does not have a collateral nerve supply. It is 
to say that this patient gave the writer an ex-|the general belief that a true Volkmann’s con- 
tremely uneasy 3 or 4 weeks, and it is to be re-|tracture is the result of sustained pressure on 
eretted that no culture of the wound was taken. | the blood supply to the forearm and hand, al- 
- A common factor in the histories was the] though, unquestionably, in extreme cases, pres- 
repeated attempt at closed reduction, with force |sure on a nerve trunk plays an important role. 
applied improperly, both quantitatively and] With this in mind it is apparent that a patient 
whose radial pulse is absent demands constant 
observation by a trained surgeon until the lat- 
ter has thoroughly convinced himself that the 
collateral circulation has been established. The 
longest period before the radial pulse returned 
after operative procedure was 3 days, and at no 
time was the circulation of the hand impaired to 
the extent that it produced a difference in tem- 
perature. The intra-articular pressure in the 
average case is the result of a hemorrhage from 
the site of the fracture, plus the fact the dis- 
placed proximal fragment presses on the an- 
terior portion of the capsule of the elbow joint 
and compresses the brachial artery between the 
capsule and the antecubital fascia. Because 
of the anatomic distribution of the fascia it 
does not have too much elasticity. As a re- 
sult, the vessels and the median nerve are real- 
ly compressed between two nonresisting sub- 
stances. It is not known in how many cases the 
CASE 6. FIGURE 12. anterior portion of the capsule is torn. Such 
End result 4 months later. a tear permits the intra-articular hemorrhage 
mechanically. There was a great deal of trac-|to pass into the antecubital space. This condi- 
tion and attempted manipulation of the frag-|tion was not found to be present in any of the 
ments with the elbow in full extension. Gentle-| cases in this group. 
ness in handling traumatized tissues about frac-| A third common factor that was concerned 
ture lines cannot be too strongly emphasized.|Wwith treatment was that a posterior split tri- 
When one stops to consider the delicate strue-|¢eps tendon incision was made in all but 2 of 
tures contained in the antecubital space, the| these cases. Tn the writer’s opinion, the ad- 
caution should be applied to the greatest possi-|Vantages of this incision are the ease of ap- 
ble degree. Obviously, traction should always | proach, the absence of trauma to the tissues and 
be applied with the elbow at a right angle. Thej| the simplicity of reduction of the fracture. In 
foree should be gentle but firm and should be|each case, the joint was found to be full of 
maintained in the line of the long axis of the| blood clot, but a small skid was placed under 
humerus. The force should be sufficiently pro-|the proximal fragment which could then be 
longed so that one is reasonably sure that the|tipped back onto the distal fragment without 
proximal fragment will ride by and become ap- difficulty. Another advantage of this procedure 
posed to the distal fragment when the elbow is|is that the joint can be inspected and, also, the 
brought into flexion. This may be accomplished | antecubital fossa palpated so that any distention 
in many ways, either by the operator holding the | of that region can be noted. 
elbow between his fingers with the assistant ex-| The fourth common factor was that there were 
erting countertraction on the humerus, or by|"0 resulting ‘‘frozen elbows’’ in this series. 
overhead traction with a Kirschner wire through | There were, at most, only about 5 or 10 degrees 
the ulna. The point to be emphasized is that |.0f limitation in flexion and extension, with no 
the elbow must be at a right angle. limitation in supination and pronation in any 
The second common factor in these cases was | Case. 
the absence of the radial pulse, with the addi-! A fifth common factor was the treatment by 
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At no time in the postfracture 


physiotherapy. 
treatment was force applied to increase the mo- 


tion at the joint. The treatment was confined 
to baking and massage, with active weight sus- 
pension or overhead suspension exercises per- 
formed by the patient and associated with game 
activities outside. 

It is the writer’s belief that all attempts at 
closed reduction in supracondylar fractures of 
the humerus should be confined to one manipu- 
lation in skilled hands, after which, if this 
manipulation is not successful, a posterior in- 
cision should be resorted to. It is also his be- 
lief that a displaced proximal fragment as well 
as the intra-articular hemorrhage plays an ex- 
tremely important part in presenting a firm, re- 
sistant back wall, which, when compressed 
against the antecubital fascia, may cause harm- 


ful nerve and vascular pressure. It is a well- 
known fact that a Volkmann’s contracture may 
occur irrespective of the presence of a fracture 
in the bones of the arm. In such cases, however, 
we find a definite injury somewhere along the 
course of the artery. Obviously, in the cases in 
which there is not only absence of the radial 
pulse but also skin anesthesia and coldness of 
the hand, there can be no question in the mind 
of any experienced surgeon but that the fascia 
should be incised anteriorly, particularly if the 
posterior incision has not relieved the condition. 
It is the writer’s belief, however, that a pos- 
terior incision, followed by a reduction of the 
fracture and the removal of the blood clot from 
the joint will, in many eases, clear up a group 
of fractures that frequently result in tragedy 
under other circumstances. 


NUTRITION AND PUBLIC HEALTH 


“More money for food, and more effective appli- 
cation of present knowledge of food and nutrition 
to food selection problems, are necessary if higher 
levels of nutrition are to be more generally attained 
by low income city families,” Dr. Hazel K. Stiebel- 
ing, senior food economist of the Bureau of Home 
Economics, U. S. Department of Agriculture, said 
recently in an address at the round table conference 
on nutrition and public health, held at the New 
York Academy of Medicine under the auspices of the 
Milbank Memorial Fund. 

Summing up the results of a recent Bureau study 
on the diets of wage-earners and low-salaried cleri- 
cal workers in North Atlantic, Southern and Pacific 
Coast cities, Dr. Stiebeling said: 

“Major differences in the amount and kind of food 
purchased by city families can be attributed to dif- 
ferences in the level of expense for food. With in- 
creasing expenditures for food, there is a marked 
increase in the total amount of all food purchased. 
The increases are much more marked in eggs, 
meats, milk, butter and the succulent vegetables and 
fruits than in grain products, potatoes, dried 
jegumes and fats other than butter. This unequal 
distribution of the increases in food purchases with 
increasing expenditure for food results in more food 
for higher income groups, and in general, food rich- 
er in high-quality proteins, in minerals, and in vi- 
tamins. 

“High expense for food is not necessarily a guar- 
antee of adequate diets. The study showed that at 


spending levels between $1.50 and $4.50 per week | 


per food-cost unit, some families managed to get 
‘grade A’ diets, some had ‘grade B’ diets, and 
others had ‘grade C’ diets. 

“As more money is spent for food, families tend 
to buy more of the milk, butter, eggs, succulent 
vegetables, fruits and other foods which are good 
sources of the calcium or certain vitamins in which 
the most frequent shortages were found among the 
diets studied. 

“Of the wage-earner families studied, about 10 
per cent of those living in the North and far West, 


38 per cent of the Southern white families and 68 
per cent of the Negro families spent for food less 
than $2.00 weekly per food-cost unit. About 20 
per cent of the families of wage-earners in the North 
and far West, 6 per cent of the Southern white 
families and less than 3 per cent of the Negro fam- 
ilies spent as much as $4.00 weekly per food-cost 


-unit. 


“About one fifth of the employed workers’ fam- 
ilies in the North Atlantic cities, an eighth of the 
Pacific Coast families in this same population 
group, 40 per cent of the white workers in the 
South and 70 per cent of the colored workers were 
living on ‘grade C’ diets, if the families studied 
were a typical sample. 

“At 1935 price levels, apparently no families had 
better than ‘grade C’ diets unless they were spend- 
ing as much as $1.25 in the North Atlantic region, 
or $1.75 in the South, weekly per food-cost unit. 
Some families seemed to require as much as $4.00 
in the North and West and $3.50 in the South to 
secure fair or adequate diets. Average diets cost- 
ing about $3.00 weekly per food-cost unit in the 
North and West, and about 10 per cent less in the 
South, were at ‘grade A’ level, but less than half the 
families at this spending level had ‘grade A’ diets. 

“In the Pacific region, a higher percentage of 
families at each expenditure level seemed to get 
good diets, and a lower percentage had poor diets, 
than in other regions. At every level of food ex- 
pense, Pacific families bought more vegetables and 
fruits than did families in the North Atlantic re- 
gion, about the same amount of eggs and milk, less 
meats, and a smaller share of their grain products 
in highly processed forms.” 


MATERNAL MORTALITY 


“Lying-in is neither a disease nor an accident, and 
any fatality attending it is not to be counted as so 
much per cent of inevitable loss. On the contrary, 
a death in child-bed is almost a subject for an in- 
quest. It is nothing short of a calamity which it is 
right that we should know all about, to avoid it in 
the future.’”’—Florence Nightingale. 
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CASE 23191 


PRESENTATION OF CASE 


A 23 year old American housewife was ad- 
mitted complaining of pain in the chest. 

About 1 year before entry the patient devel- 
oped dull, constant pain in the left chest an- 
teriorly and at the left costal margin. The 
pain gradually increased in severity and began 
to radiate to the left shoulder and down the 
left arm. As the discomfort increased, the radi- 
ation became more widespread, and she began 
to suffer from transient knifelike pains in the 
region of the left costal margin, radiating to 
the back. About 2 months after the onset she 
developed what was termed pneumonia; the ill- 
ness was associated with a chill, increased chest 
pain, cough and rusty sputum. At that time 
she remained in bed for 3 weeks and, a short 
time later, was again confined to bed because 
of a left pleural effusion. During the succeed- 
ing 3 months her chest was tapped on several 
oceasions, and from 1 to 2 liters of fluid was 
removed each time. About 6 months prior to 
admission, following slight exertion, she sud- 
denly experienced knifelike pain in the left 
chest, which was accompanied by extreme dysp- 
nea and fever. She was informed that she had 
a collapsed lung. Thoracentesis produced re- 
lief. The symptoms continued with varying in- 
tensity, and during the month before coming 
to the hospital she developed anorexia, severe 
nausea and vomiting. There was frequent 
gaseous eructation, and the patient complained 
that her stomach filled rapidly, even after 4 or 
5 teaspoonfuls of food. There was no cough 
at the time of entry. Her weight had dimin- 
ished from 135 to 116 pounds during the 2 
years preceding entry. 

Six years before coming to the hospital the 
patient had a curettage performed because of 
profuse metrorrhagia and menorrhagia. This 
produced no relief, and a partial oophorectomy 
for ovarian cysts was done. There was a slight 
abatement of her symptoms thereafter, but 2 
years later another laparotomy was performed, 
and bilateral salpingo-oophorectomy was 
done. There were said to be many small ovarian 


eysts and adhesions in the region of the pre- 
viously removed appendix. Three months be- 
fore entry a small tumor was removed from the 
subcutaneous tissue of the right shoulder. The 
sections from this tumor showed fibroma. 

Physical examination showed a moderately 
emaciated, pallid young woman, who complained 
of considerable nausea. The skin was well 
tanned from previous sun irradiation. The 
neck veins were not engorged. The chest was 
asthenie in configuration, and expansion was 
limited on the left side, although slight fullness 
of the left lower chest was noted. Posteriorly 
there was percussion flatness from the angle of 
the left scapula to the base, and anteriorly sim- 
ilar flatness from the fourth left rib downward. 
Breath sounds in this region were absent, and 
tactile fremitus and vocal resonance were di- 
minished to absent. The heart was not re- 
markable, and the blood pressure was 100/80 
in both arms. The remainder of the examina- 
tion, including a pelvic examination, was nega- 
tive. 

The temperature, pulse and respirations were 
normal. 

Examination of the urine was negative. The 
blood showed a red cell count of 5,500,000, with 
a hemoglobin of 80 per cent. The white cell count 
was 15,900, 81 per cent polymorphonuclears. 
Repeated examinations of the sputum showed 
occult and macroscopic blood, but no specific 
microorganisms were found. A blood ,Hinton 
test was negative. The sedimentation rate was 
4 millimeters per hour. 

Review of the previous x-ray films showed left 
pleural effusion with two or three sharply de- 
fined, rounded nodules in the left lung and one 
in the right. At the time of entry a film showed 
increased fluid on the left side with displace- 
ment of the heart to the right. There was ques- 
tionable cardiac enlargement. The gas bubble 
of the stomach was displaced downward, and 
there was enlargement of what appeared to be 
the spleen. X-rays taken with Bucky diaphragm 
showed rather large, irregular areas of calci- 
fication in the extreme posterior aspect of the 
left lung; the other masses did not show ealci- 
fication. There was a rounded area of ealeifi- 
cation in the soft tissues of the left inguinal 
or gluteal region, but there were no other sim- 
ilar areas in the left lower extremity, and the 
bones were normal. Examination of the esopha- 
gus exhibited no definite evidence of obstruc- 
tion, although it was displaced slightly to the 
right. The fundus of the stomach and the 
shadow of the spleen were low in position. 

Shortly after entry a left thoracentesis pro- 
duced 600 cubic centimeters of dark yellowish, 
clear fluid, the specific gravity of which was 
1.015. The cell count showed 40 white blood 
cells per cubic millimeter, of which 50 per cent 
were lymphocytes, 25 polymorphonuclears and 
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25 monoeytes. There were also 40 red blood cells. 
A culture showed no growth. The patient was 
given a course of x-ray treatments to the thorax, 
and her temperature rose gradually until it 
leveled between 102 and 104°F. during the third 
and fourth weeks in the hospital. X-ray exami- 
nation showed dulness at the right base but no 
change in the left side of the chest. The heart 
shadow was definitely enlarged to the right, and 
no cardiae pulsations were seen. A right thora- 
centesis produced 950 eubie centimeters of gross- 
ly bloody fluid. The patient had previously de- 
veloped a cough productive of blood-stained spu- 
tum, which on occasion was purulent and odor- 
less in character. Postural drainage was insti- 
tuted, and the purulent sputum disappeared. At 
the end of a month in the hospital another chest 
film showed a gas bubble in the right side of 
the chest, just above the diaphragm. This con- 
tained a shifting fluid level, and its margins 
were markedly irregular and rounded. There 
was no definite evidence of air in the pleural 
cavity. Several smaller, less distinct, air- and 
fluid-filled cavities were seen above the large 
eavity. There was a small amount of air in the 
left pleural cavity, but there was no increase in 
fluid on either side. The patient gradually de- 
veloped edema of the lower extremities and evi- 
dence of fluid within the abdomen. On several 
occasions she had attacks of severe dyspnea and 
collapse, during which apparently only the ad- 
ministration of stimulants and oxygen preserved 
her life. During the second month in the hos- 
pital, her temperature fluctuated between 98 
and 102°F. and then gradually reached a nor- 
mal level. The white cell count, which had risen 
to 21,000, gradually diminished to 11,000. A 
left chest tap was performed, and 500 cubic 
centimeters of sherry wine-colored fluid, in 
which there were 8,000 red blood cells and 70 
white blood cells, was withdrawn. An x-ray taken 
on the fifty-first hospital day showed that the 
cavity on the right side had decreased in size 
and was half filled with fluid. The left lung 
was unchanged. A week later an area of dul- 
ness appeared in the midportion of the right 
lung, and the dulness on the left side had in- 
ereased. Two weeks later the right-sided dul- 
ness had for the most part subsided, and fluid on 
the left side had diminished. She was dis- 
charged, without cough, fever or cyanosis, on 
the seventy-fourth hospital day. 

Following her discharge the patient led a 
bed and chair existence and ate very little food. 
About 3 weeks after discharge, she began to 
fail rapidly and developed marked edema of 
the legs, swelling of the abdomen and _ pro- 
nounced anorexia. Thirty-eight days after leav- 
ing the hospital she had a sudden attack of ex- 
treme dyspnea and lost consciousness for a short 
while. A physician was called and found her 
markedly dyspneic and cyanotic. There was a 
small amount of fluid at the left base, and the 


heart dulness was increased. The heart sounds 
were rapid but of good quality. She died sev- 
eral hours after the onset of the acute episode, 1 
year and 5 months after the onset of her chest 
Symptoms. 


DIFFERENTIAL DIAGNOSIS 


Dr. Soma Wertss:* May I ask one question? 
Had this woman had any pregnancy in the past? 

Dr. Francis T. Hunter: Definitely, no. 

Dr. Weiss: That makes a difference. 

In order that we may understand the clinical 
course of this patient, we have to establish two 
points: first, the fundamental nature of the dis- 
ease and, secondly, the character of the fune- 
tional and morphologic changes in the body 
which were responsible for the multiple symp- 
toms and signs exhibited by the patient. 

You will agree with me, I hope, if I say at 
onee, without giving explanation, that the fun- 
damental nature of this disease was neoplastic, 
with an overwhelming localization in the thorax. 
The first difficulty arises when we attempt to as- 
certain whether the neoplastic disease in the 
thorax is primary or metastatic. I should say, 
statistically, that the symptoms presented by 
this patient would favor the diagnosis of prima- 
ry neoplastic disease of the lungs because hemop- 
tysis, purulent sputum and cavitation occur rel- 
atively frequently in primary carcinoma of the 
lung, while they are quite rare in metastatic 
disease. Against the concept that this is a pri- 
mary neoplastic disease of the lungs, however, 
there are two kinds of evidence: first, the pa- 
tient had certain difficulties with the functions 
of the genital organs, and certain peculiar cystic 
tumors were found in the neighborhood of the 
appendix during laparotomy and, secondly,— 
and this is the most weighty evidence,—the first 
x-ray taken revealed three sharply demarcated, 
definite, round shadows on the left side of the 
chest and one round shadow on the right. I 
shall place greater weight on this finding than 
on the statistical evidence. Therefore, I believe 
that the neoplastic disease in this patient is not 
primarily intrathoracic but metastatic in the 
chest. We have very little evidence as to the 
nature of the primary tumor, and, therefore, I 
should like to drop this problem for a moment 
and return to the analysis of the symptoms and 
signs exhibited. 

The patient had particular difficulty with 
thoracic pain. She had several kinds of pain, 
localized and radiating to the left and to the 
back. That sort of pain is more apt to develop 
with primary than with secondary neoplasms 
of the lungs. We know, on the other hand, that 
metastases, particularly those that grow rapidly 
and invade structures freely, can give pain, al- 
though in the majority of instances neoplastic 


*Associate professor of medicine, Harvard Medical School. 
Assistant director, Thorndike Memorial Laboratory, Boston City 
Hospital. 
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disease of the thorax characteristically causes 
very few symptoms and signs. Nausea and vom- 
iting in this patient do not help us because we 
do not know whether these symptoms were due 
directly to pressure or were indirect factors. 
Nausea and vomiting can be produced by a great 
many mechanical and physiologic factors in all 
parts of the body. In this patient there was evi- 
dence that the stomach was displaced, as was 
also the spleen, and this alone is sufficient to ex- 
vlain the nausea and vomiting. There is an in- 
teresting and somewhat unusual finding in the 
thorax as described, and that is the ealcifica- 
tion which was found on the second examina- 
tion and which was not present at the time of 
the first examination. Calcification of neoplastic 
‘umors occurs, particularly in the slowly grow- 
ing and hemorrhagic tumors. At times, calcifica- 
tion forms a peripheral ring if the tumor is 
eystic; T have seen such calcification also with 
echinococeus eysts. There are also other types 
of tumors that may ealeify, such as certain sar- 
comas. 

As far as the hemorrhage, the purulent spu- 
tum and the fever are concerned, they all belong 
together; and, in spite of the fact that these 
changes are apt to oceur in primary neoplastic 
disease, as I said before, they can oceur with 
metastases provided that the latter invade and 
perforate the bronchus and begin to bleed with- 
in the bronchial canal, when there is a chance 
for secondary necrosis. Such changes can lead to 
all the symptoms mentioned here. The observa- 
tion of, first, clear fluid and, later, bloody fluid 
does not require further explanation. 

There is, however, a group of symptoms which 
are somewhat unusual in neoplastic disease of 
the thorax, and I refer to dyspnea, collapse, loss 
of consciousness, cyanosis and manifestations of 
dilatation of the right side of the cardiae shad- 
ow, which did not pulsate, and some displace- 
ment of the esophagus to the right. In other 
words, this patient had difficulty with her cireu- 
lation, and that raises a very important and in- 
teresting question. What are the metastatic or 
neoplastic cardiac complications in general, and 
which of these can produce cardiovascular and 
circulatory difficulties? 

Neoplasms producing circulatory difficulties 
are numerous. They can be localized within the 
heart with the formation of myocardial metas- 
tases. By direct invasion a tumor ean involve 
the pericardium and produce pericarditis with 
or without fluid. The endocardium may show 
implantations of the neoplasm and formation 
of a thrombus, which may produce obstruction, 
sometimes on the right side of the heart. Rare- 
ly, a tumor, particularly from the mediastinum, 
may directly invade all three layers of the heart 
and produce the changes as described. Finally, 
coronary occlusion can oceur in the form of 
neoplastic cells. There is another group of com- 


plications where the inflow is disturbed in either 
the superior or the inferior vena cava. The third 
group of complications is where the outflow 
from the right side is disturbed by changes with- 
in the lungs. This type of change consists of 
the so-called carcinomatous lymphangitis, where 
all the lymphatic vessels around the pulmonary 
arteries become involved; the vessels become 
choked, the small arteries may become occluded 
by neoplastic cells, and secondary thrombotic 
manifestations following a proliferative pulmo- 
nary endarteritis are not uncommon. Finally, 
emboli may be discharged from an intracardiac 
neoplastic thrombosis. 

The circulatory symptoms exhibited by this 
patient cannot, in my opinion, be explained 
either by a simple intramyocardial metastasis or 
by a coronary occlusion, because we know from 
experience that the majority of these compli- 
cations are usually silent and, if they produce 
symptoms, they usually cause arrhythmia. It 
seems to me that the most plausible explanation 
for the circulatory symptoms is either that there 
was some difficulty with the inflow to the right 
side of the heart or that there was some diffieul- 
ty in the outflow, such as might be caused by a 
pulmonary embolus. At least I believe that 
the x-ray picture is not compatible with neoplas- 
tic lymphangitis, which is so frequently asso- 
ciated with syncope, attacks of dyspnea and 
similar symptoms. Therefore, on the whole, I 
favor a neoplastic thrombus on the right side 
of the heart from which possibly metastatic em- 
boli have dislodged, and I believe that we are 
dealing with a metastatic neoplastic tumor in- 
volving both lungs, the pleura and also the 
heart. 

The question finally is, if we are right in 
thinking that this is not a primary intrathoracic 
tumor, Where is the primary tumor and what is 
the nature of the neoplasm? The possibilities 
are, in my opinion, tumor of the stomach, the 
kidney or the genital organs, or bone sarcoma. 
For primary renal neoplasm we have no evi- 
dence whatsoever. Therefore, I cannot make such 
a diagnosis. For a neoplasm of the stomach, we 
have little evidence of symptoms, and we can 
account safely for the symptoms we have by 
neighboring pressure manifestations. That leaves 
two conditions for differential diagnosis: (1) 
malignant neoplasm originating in the genital 
organs and (2) primary bone cell sarcoma. 
Among the tumors of the genital organs of the 
female, choriocarcinoma can explain practically 
all the symptoms because in about 70 per cent 
of the instances a choriocarcinoma has mani- 
festations in the lung, and metastases from cho- 
riocarcinoma are notoriously hemorrhagic. They 
are apt to form embolic manifestations in the 
lung in the form of villi, and one can get cavi- 
ties and even invasion of the heart. But if it 


is true that this patient had no pregnancy, we 
can rule out such a diagnosis fairly safely. There 
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are reported here and there cases of choriocar- 
cinoma in young, single, female patients, but 
whether such cases are authentic is highly ques- 
tionable. These choriocarcinomas occur in males 
from teratomatous origin. Such reasoning leaves 
a final diagnosis of primary bone sarcoma. Bone 
sarcoma, almost as frequently as choriocarcino- 
ma, forms diffuse metastases in the lung. The 
metastasis may start with a round shadow, grow 
extensively, break into the bronchus, form 
pulmonary cavities and may even invade all 
layers of the heart either directly from the me- 
diastinum or indirectly through the circulation. 
Furthermore, the few calcified areas in the soft 
tissue may also be explained by a sarcoma, while 
they would be difficult to explain by a choriocar- 
cinoma. If this was a sarcoma, what were the 
changes described in the pelvis? I do not know. 
They may have been an irrelevant finding or 
the patient may have had an unusual form of 
endometriosis. In conclusion, I believe that we 
are dealing with a primary bone sarcoma with 
diffuse metastases in the thorax, involving the 
lung, the pleura and probably the right side of 
the heart, from which perhaps embolic mantfes- 
tations may have developed, finally leading to 
right-sided failure. 

Dr. Ausprey O. Hampton: These are the 
films brought in by the patient. She had had a 
chest tap and had air and fluid on the left side 
through which we could see the nodules de- 
scribed. This one was calcified at that time, 
though it is not in the record. This was in 
October, and the following January the nodule 
in the right chest had remained about the same 
size. At our first examination the main differ- 
ence appeared to be the right border of the 
heart, which is either displaced or enlarged, and 
the gas bubble in the fundus of the stomach 
is flat. This is a film taken about 1 month la- 
ter, following the episode of fever, bloody spu- 
tum, postural drainage and so forth, and here 
we see the cavities, apparently in the right lung. 
As I understand it, there was no chest tap on 
the right side before this film was taken. 

Dr. Hunter: Yes, she had had a chest tap 
on that side. 

Dr. Hampton: 


At any rate, we took these 
films to prove that the lesion was in the lung. 


I think it does. I never saw a pleura so ir- 
regular as that, and I never saw a fluid level 
stop so abruptly. We were quite sure she 
had an abscess in the lung, which was not in 
the area of tumor. Fifteen days later the ab- 
seess was reduced in size, and the left side of 
the chest improved, I think from chest tap. The 
mass in the right side remained about the same 
size during these 2 months. 


I do not have the film that was taken imme- 
diately after one of the attacks of acute cyano- 
sis, but this one does show an increase in dul- 
ness. This one was taken some time later and 


shows a marked increase in dulness on both sides. 
Here you can see the areas of calcification. One 
mass was 4 centimeters in diameter with other 
Similar ones above it; they were against the 
chest wall but apparently not in the pleura. 
Here is the mass, and there it has the shape 
of one of those nodules and is composed of 
numerous small areas of calcification, with 
linear and irregular areas extending out from 
it in all directions. Here is the stomach, which 
is displaced downward the distance of at least 
three ribs. This is the shadow of the spleen. 
The bones were Searched for metastases, but we 
found none. We did find this small area of 
calcification in the inguinal area which is quite 
similar to this one in the chest. We then pro- 
ceeded to examine the extremities carefully, 
thinking of course that an osteogenic sarcoma 
was present in the lower extremity, but it was 
not. The bones were perfectly normal. 

Dr. Weiss: I must say that the picture looks 
a little different from the way I imagined it 
from the description, and in view of the x-ray 
pictures I would like to raise in the differential 
diagnosis the possibility of some parasitic infec- 
tion, such as echinococcus cyst. Was she an 
American housewife? 

Dr. Tracy B. Mauiory: Yes. 

Dr. Weiss: I have never seen such diffuse 
echinococeus cysts in an American. So, on that 
basis, I shall not raise the possibility. I main- 
tain my former diagnosis. 

Dr. Hampton: I forgot to mention the heart. 
I think it was perfectly obvious that the heart 
was enlarged, and here we had the impression 
between these two films that it changed in size. 
There were no cardiac pulsations at the time she 
was first seen. 

Dr. Hunter: This was my patient, and I 
would like to make a few additional comments 
about the history. However, I do not think 
they would make one change one’s mind. 

First of all, she was tapped nine times be- 
fore she came in. Secondly, from hearsay, one 
doctor said that she had had an adenocarcinoma 
of the ovary. Thirdly, I never felt the spleen. 
Fourthly, guinea-pig inoculation of the pleural 
fluid was done outside and was reported as neg- 
ative. After her discharge from ‘the hospital 
I saw her at home. There were no signs of fluid. 
Her cardiac dulness was exactly the same. The 
sounds were fairly good. The neck vessels were 
not distended. I mentioned to the family that 
she might have metastasis in the heart because 
she showed cardiac failure without the ordinary 
explanation for it. Finally, to say that she had 
blood-stained sputum is incorrect. She was spit- 
ting up as though she had a lung hemorrhage, 
and that fact led me to make a tentative diag- 
nosis of hemangiosarcoma of the lung with cal- 
cification. However, in view of the informa- 
tion I received later about the pelvis we made 
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a final diagnosis on the death certificate of 
adenocarcinoma of the ovary. 

Dr. Mauutory: Are there any other sugges- 
tions? 

Dr. Hampton: I would like to have a dis- 
cussion of the incidence of calcified metastatic 
nodules in the lung, other than osteogenic sar- 
coma. I do not remember having seen metas- 
tatie malignaney to the lung produce calcifica- 
tion unless it was primary in the bone. 


Dr. Wess: Renal carcinomas are described, 
and I have seen them produce, not calcification 
of this sort, but delicate ring-like calcification. 

Dr. Mauuory: It is very common in a wide 
variety of primary tumors, but I think I would 
agree with Dr. Hampton that it does not often 
oceur in metastases, except in bone tumors. 


CLINICAL DIAGNOSIS 


Carcinoma of the ovary, with metastases to 
the lung and generalized carcinomatosis? 


Dr. Soma WeEltss’s DIAGNOSES 


Sarcoma—primary in bone. 

Metastases in the lungs, the pleura and the 
right side of the heart, with right-sided 
eardiae failure. 

? Neoplastic pulmonary embolus. 


ANATOMIC DIAGNOSES 


Fibrosarcoma involving lungs, mediastinum, 
pericardium, heart and jejunum—? von 
Recklinghausen’s disease. ° 

Compression of esophagus, aorta and superior 
vena cava. 

Hydrothorax, left. 

Hydropericardium. 

Operative sears: excision of fibroma of right 
arm; bilateral salpingo-oophorectomy ; 
appendectomy. 

Chronie passive congestion, liver and spleen. 

Edema of the lower extremities. 


PATHOLOGICAL DIscUSSION 


Dr. Matuory: The autopsy on this case an- 
swers some questions, and leaves some issues 
still unsettled. At any rate, we found wide- 
spread tumor. The major lesion was in the left 
lower lobe of the lung. That was calcified and 
was directly continuous with a tumor mass 
which infiltrated the entire parietal pleura of the 
left pleural cavity. It went directly through the 
pericardium, producing a complete replacement 
of the pericardium with tumor. The pericar- 
dium contained approximately a liter of bloody 
fluid. The heart was very small and was cov- 
ered with epicardial metastases. There was one 
metastasis, measuring 1 centimeter in diameter, 
subendoecardially in the pulmonary conus. The 
tumor had invaded the mediastinum very dif- 


fusely, and a large tumor mass was found above 
the heart enclosing the pulmonary artery and, 
to some extent, the aorta, producing rather 
marked narrowing of the superior cava; the 
inferior cava was free. Just above the dia- 
phragm the tumor again encircled the aorta and, 
at this point, very markedly reduced its caliber. 
An obviously metastatic tumor nodule was 
found in the right lung. We did not find any sign 
of an abscess. The pleural cavity on that side 
was totally obliterated, and the lung, except for 
metastases, was entirely negative. So I am in- 
clined to think that that original bubble of air 
was in the pleura and not in the lung. 

Dr. Hunter: She was tapped twice on the 
left and once on the right. 

Dr. Hampton: I cannot agree with Dr. Mal- 
lory’s statement. 

Dr. Mauuory: If it were in the lung, it had 
completely healed and had left no sear. 

Dr. Hampton: She absorbed air on the left 
side very quickly. She still had a gas bub- 
ble—over a period of 1 month. 

Dr. Mauwory: I will have to leave that open. 
The liver showed a very marked degree of pas- 
sive congestion but no metastases. None were 
found in any of the peritoneal organs. There 
were ascites and peripheral edema, unquestion- 
ably the result of cireulatory failure and not 
due to carcinomatous involvement of the serous 
surfaces. All these tumors looked very much 
alike histologically and were essentially similar 
to the tumor which was removed from the left 
arm. In most areas they looked like perfectly 
benign fibromas. In a few areas they were more 
rapidly growing. The only spot, however, where 
tumor was growing rapidly enough to be ob- 
viously sarecomatous was a small ulcer in the je- 
junum, which was thought to be a benign ulcer 
on gross examination, but which microscopically 
proved to be a metastatic tumor. It was small, 
and could not have been the primary source. 
So we are left with the question of where this 
tumor was primary. There are three possibilities. 
It is perfectly consistent with metastasis from a 
primary fibrosarcoma of the ovary; we have 
never been able to get the original slides of her 
ovarian tumor, but the description would seem 
to rule out that possibility, since ovarian fibro- 
sarcomas are solid, not cystic, tumors. It might 
be a single fibrosarcoma with multiple metas- 
tases, and in that case the most probable source 
is the pericardium, with direct extension both 
ways into the lung, the mediastinum and across 
the pericardium into the heart. That would not 
particularly well explain the apparently benign 
but very similar looking tumor in the arm, in 
the region of the deltoid muscle. Our third 
possibility is that we have multiple foci of origin 
of the tumor. In other words, we are dealing 
with a von Recklinghausen’s tumor. The tu- 
mors are not characteristic of neurofibroma mi- 
eroscopically, but von Recklinghausen’s disease 
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varies so much in histology that I am not con- 
fident that I can always recognize it in sections. 

I have two pictures that I would like to show. 
The first (fig. 1) is the anterior aspect of the 
thoracic organs. The main tumor mass is be- 
hind the heart and, therefore, does not show, 


FIG. 


Case 23191. 


but several of the tumor masses in the epicar- 
dium are evident, and a pedunculated tumor 
mass is apparent between the right border of 
the heart and the lung. The tumor surrounds 
the great vessels at the base of the heart, and 
an incision has been made through it to open 
the pulmonary artery. The second picture 
(fig. 2) is the posterior aspect of the thoracic 
organs. The probe lies in the aorta, which has 
been completely encircled by the tumor. The 
right lung has been incised and a portion of it 
folded back to show the complete involvement 
of the lower lobe. 

I am sure Dr. Weiss was correct in assum- 
ing that the circulatory mechanism was im- 
paired. Which of these various points of in- 
volvement was actually responsible for the symp- 
toms, I do not think we can say. From the 
autopsy the pericardium looked like the most 
severe lesion, but I do not think it fits the clin- 
ical symptoms very well. 

Dr. Weiss: If the observation that the 
venous pressure in the neck was not elevated is 
correct, that is very strongly against any appre- 


ciable degree of pericardial compression which 
could produce syneope. Certainly the myocar- 
dial involvement is very probably responsible. 
I think the endocardial involvement alone, or 
combined with the embolic metastasis, is the 
most plausible source of circulatory failure. 


FIG. 2. Case 23191. 


Dr. Mauitory: We did not find any emboli 
in the pulmonary vessels. The branch to the 
left lower lobe was completely occluded from 
external pressure, but the other branches were 
all free. 

A Puysician: You mentioned something 
about the pulmonary artery? 

Dr. Matutory: The main pulmonary artery 
was completely surrounded by tumor but did 
not seem to be markedly narrowed by it. 


CASE 23192 
PRESENTATION OF CASE 


A 50 year old native factory worker was ad- 
mitted complaining of pain in the right flank. 

The patient had always been well until 244 
years before entry, when he had an acute at- 
tack of severe pain in the chest, which was di- 
agnosed by a physician as coronary thrombosis. 
He remained in bed for 6 weeks and then had 
an attack of phlebitis which confined him to 
bed for another 3 weeks. About 2 years before 
coming to the hospital, he began to experience 
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a sensation of abdominal distention associated 
with nausea whenever he was particularly tired 
or nervous. These attacks caused vomiting and 
were also relieved by it. The vomitus was 
liquid in character and contained bile. The at- 
tacks occurred about fifteen to twenty times 
weekly, during or directly after meals, and were 
accompanied by frequent eructations. At this 
time he noted the gradual onset of intermittent 
pain in the flank beneath the right costal mar- 
vin. The pain varied in intensity and was oc- 
casionally knifelike in character and awakened 
him from sleep. There was no evident relation 
between the pain and the vomiting. There was 
tenderness in the right upper quadrant and 
over the second lumbar vertebra. The discom- 
fort continued, and a year and a half before 
coming to the hospital he was compelled to dis- 
continue work because of weakness. At that 
time he eliminated meats and fried foods from 
his diet and under this regime felt somewhat 
improved and returned to work. After 4 months 
he was again forced to discontinue work and to 
rest for several months. Periods of respite 
from discomfort and of recurrence of pain oc- 
eurred until entry. Rest always relieved his 
symptoms. Four months prior to admission he 
had an acute attack of pain in the right lower 
quadrant, and a gangrenous appendix was re- 
moved. Repeated stool examinations during 
the last few months showed no blood, and a 
gastrointestinal series, a barium enema and gall 
bladder tests were said to be negative. His 
weight decreased from 156 to 131 pounds, but it 
inereased during the few weeks before admis- 
sion to 135 pounds. For 2 weeks preceding en- 
try he noted a rash on the trunk and lower ex- 
tremities, with trouserlike distribution. There 
was considerable pruritus associated with the 
rash. The patient had taken barbital and atro- 
pine at irregular intervals and, while at work, 
was exposed to acetone and latex rubber cement. 


Physical examination showed a well-developed 
and nourished man in no acute discomfort. The 
skin was dry and shiny. There was a diffuse 
macular erythema which was slight on the upper 
extremities but which was more intense and 
girdlelike below the umbilicus and extended 
down both lower extremities. The lungs were 
clear. The heart was not enlarged, and there 
were no murmurs. The sounds were of poor 
quality. The blood pressure was not recorded. 
There were slight tenderness and spasm on 
deep pressure in the midepigastrium, more on 
the right of the midline. No masses were felt. 

The temperature, pulse and respirations were 
normal. 

Examination of the urine was negative. The 
blood showed a red cell count of 5,000,000, 
with a hemoglobin of 95 per cent. The 
white cell count was 11,600, 59 per cent poly- 
morphonuclears. Stool examinations showed a 


1+ reaction to the guaiac test on several occa- 
sions. A blood Hinton test was negative. Gas- 
trie analysis showed a free acid of 29 units 
and a combined acid of 10 units. A guaiac 
test on the gastric fluid was negative. The sedi- 
mentation rate was 0.85 millimeters per minute. 
An electrocardiogram showed a flat, slightly di- 
phasic T;. Qs was absent and T, slightly up- 
right. 

X-ray examination of the chest showed the 
diaphragm in normal position. The costophrenic 
angles were clear. The lung fields were not re- 
markable. The left ventricle was slightly en- 
larged downward and to the left. The aorta was 
slightly tortuous with a prominent aortic knob. 
The mediastinum was not displaced. Examina- 
tion of the gastrointestinal tract showed con- 
siderable fluid in the stomach. There was an 
annular filling defect involving the pylorus and 
the pyloric end of the stomach, producing a con- 
cave defect in the base of the cap. Barium was 
retained in this area. 

Shortly after the gastrointestinal series, the 
patient began to vomit repeatedly and Wangen- 
steen drainage was instituted. Operation was 
advised, but the patient left the hospital against 
advice on the fifth hospital day. 

Second Admission (2 months later). Follow- 
ing his discharge, the patient continued to have 
frequent attacks of vomiting associated with se- 
vere cramplike epigastric pain that caused him 
to double up. The vomitus was light brown 
and bitter. The pain had no relation to the in- 
gestion of food; it occurred frequently at night 
and was only slightly relieved by soda. The 
dull ache in the right flank which the patient 
had complained of at the initial entry had sub- 
sided spontaneously. Pain in the lower back 
still occurred, however, and appeared to be as- 
sociated with the cramplike epigastric discom- 
fort. His bowel movements were regular but 
occasionally were chocolate-colored or tarry in 
appearance, usually following medication. Fa- 
tigue, weakness and malaise were progressive, 
but he had gained 5 pounds since his previous 
entry. 

Physical examination showed no change from 
that previously noted. The blood pressure was 
120/80. 

The temperature was 98.8°F., the pulse 80. 
The respirations were 18. 

Examination of the urine showed a red cell 
count of 5,200,000, with a hemoglobin of 95 per 
cent. The white cell count was 11,600, 29 per 
cent polymorphonuclears. The nonprotein nitro- 
gen of the blood was 34 milligrams. Gastric 
analysis showed 13 units of free acid. 

X-ray examination of the stomach showed 
narrowing and questionable ulceration of the 
prepylorie region. The cap was not deformed. 
Another gastrointestinal study showed moderate 
widening of the gastric rugae. There was 
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marked swelling of the prepyloric region over 
an area 5 centimeters in diameter. This re- 
gion showed a small, constant narrowing through 
which peristaltic waves continued to pass. The 
base of the cap was concave. 

On the third hospital day a gastroscopy 
showed normal peristaltic waves passing over 
the antrum to the pylorus, which was well seen 
and appeared to open and close normally. No 
ulceration or neoplasm could be seen, but on 
the lesser curvature, near the pylorus, there 
was a small polypoid exerescence, and the an- 
trum appeared slightly redder than usual. The 
rugae of the greater curvature were rather large 
and tortuous, but after inflation they flattened 
out and appeared normal except for superficial 
reddening along their crests. The finding in- 
dicated a superficial gastritis. 

On the fifth hospital day a laparotomy was 
performed. 


DIFFERENTIAL DIAGNOSIS 


Dr. ALFRED KrANES: May I ask before start- 
ing to discuss this case whether this patient 
came to autopsy? 

Dr. BENJAMIN CASTLEMAN: The patient did 
not die. We have only the surgical, specimen. 

Dr. Kranes: That helps us considerably for 
two reasons. In the first place, we will not 
have to worry about whether this patient had a 
coronary thrombosis, although the history and 
the electrocardiographie findings, particularly 
the T wave changes and the absent Q,, are quite 
consistent with this diagnosis. In the second 
place, it will eliminate the necessity for dis- 
cussing the possibilities of such things as gas- 
trie crises and lead poisoning as the cause of 
his symptoms, inasmuch as the pathological di- 
agnosis of these conditions cannot be made. 
With these out of the way, we can concentrate 
on some local causes for the patient’s symp- 
toms. 

The history is not characteristic of any par- 
ticular disease. It certainly is not the story 
of an uleer for a number of reasons. In the 
first place, the pain does not seem to bear any 
relation to food. Secondly, pain of the severity 
described here is rarely encountered in patients 
with ulcer unless the uleer is penetrating, and 
of that we have no evidence. It does seem as 
though some pyloric obstruction was present, 
and from the history I do not believe one can 
safely go farther. If anything, I would lean 
more toward a diagnosis of gall bladder disease 
than toward any intragastric lesion. 


Physical examination does not help us very 
much, nor does the routine laboratory work. I 
cannot understand why the sedimentation rate 
was elevated, as there does not seem to be any 
evidence of infection. I believe we shall have 
to forget about that. Certainly, the low-normal 


gastric acidity is not what one would expect 
to find with a peptic ulcer. 

The important findings are confined to the 
x-ray examination of the gastrointestinal tract 
which seems to indicate a pathologie process of 
some sort in the region of the pyloric end of 
the stomach—a condition which would agree 
with the impression gained from the history of 
pyloric obstruction. It would have been very 
valuable if we had had some information as to 
the quantity of the fasting gastric contents, as 
this would be of further help in enabling us 
to say whether there was actual pylorie obstruc- 
tion. ' The size of the stomach in the x-ray films, 
however, would not seem to support such a diag- 
nosis. Usually the stomach is rather large and 
atonic in pyloric obstruction, whereas in the 
films shown here it seems to be of normal size. 
I think we can conclude, therefore, that, if 
pyloric obstruction was present, it was not 
chronic but rather of an intermittent type. The 
history of the interval following his discharge 
also seems to indicate either intermittent pyloric 
obstruction or biliary colic. The severity of the 
pain, as described here, would be very unusual 
for either a carcinoma or an ulcer of the stom- 
ach. The pain described in the back on both 
the first and second admissions is rather inter- 
esting and is quite consistent with an upper 
gastrointestinal lesion. Back pain may be the 
only symptom of a duodenal ulcer, for instance. 
We have recently had in this hospital several 
patients who have been thoroughly studied neu- 
rologically because of severe back pain and in 
whom a duodenal ulcer was found; treatment 
of the ulcer completely relieved the pain. How 
to explain it, I do not know; but it is an oceca- 
sional finding in this type of case. 

The gain in weight prior to both admissions 
to the hospital is distinctly against the pres- 
ence of any malignant disease. Usually, pa- 
tients with malignant disease, who lose as much 
weight as this patient apparently has, rarely 
regain any portion of it. 

The laboratory work on the second admission 
does not help us any more than it did on the 
first, and the x-ray findings are, if anything, 
more confusing than ever. The gastrointestinal 
series seems to show something a little differ- 


ent from the previous one. I am rather dis- 


appointed that a Graham test was not done, as 
some of the patient’s symptoms certainly sug- 
gest the possibility of a pathologie gall bladder 
with stones. I suppose the fact that a definite 
lesion of some sort was demonstrated on x-ray 
of the stomach made it unnecessary to study 
the patient any further. 

In view of the facts that we have in this ease, 
the differential diagnosis boils down to three 
possibilities: (1) peptie ulcer, (2) carcinoma 
of the stomach, (3) benign polyp. The evi- 
dence for ulcer is extremely meager. Certainly 
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this patient had none of the characteristic symp- 
toms that we are accustomed to associate with 
a peptic ulcer. The x-ray picture is not that of 
a peptic ulcer, which is usually easily demon- 
strated roentgenologically. The x-ray reports 
are rather confusing and the picture seems to 
change, but there is no constant ulcer crater de- 
monstrable. Moreover, I do not believe this pa- 
tient would have lost so much weight from a 
peptic uleer unless he had pylorie obstruction, 
and of that there is not much evidence. Finally, 
the very low gastric acid is definitely against 
a peptic ulcer. I therefore feel inclined to ex- 
clude this as a cause for his symptoms. 

What about carcinoma of the pyloric end of 
the stomach? The x-ray described an annular 
filling defect, but this did not seem to be con- 
stant. Again, I would like to repeat that it 
would be extremely unusual for a patient to lose 
and then to gain weight with a carcinoma of the 
stomach. The absence of anemia, although it 
does not absolutely exclude carcinoma, is defi- 
nitely against it. In addition, pain of this se- 
verity is rarely experienced in carcinoma of the 
stomach. The gastroscopie findings will have 
to be taken fairly seriously, as to my mind they 
expiain a good deal of the picture. The poly- 
poid exerescence might produce such a picture 
although its exact size is not clear from the de- 
seription. If the patient had a pedunculated 


polyp near the pylorus, it could produce intense 
abdominal pain, nausea and vomiting by inter- 


mittent invagination through the pylorus. Cer- 
tainly the character of the symptoms is more 
like that of intermittent pyloric obstruction than 
anything else; also such a diagnosis might ex- 
plain the variability in the x-ray picture, as a 
long pedunculated polyp might move around 
and give changing pictures each time the pa- 
tient was examined. In conclusion, therefore, I 
should say that uleer and cancer are both rath- 
er unlikely in view of the story and that the 
best explanation I can give for this patient’s 
symptoms is a pedunculated polyp at the py- 
lorie end of the stomach, periodically invaginat- 
ing itself through the pylorus and causing in- 
termittent pyloric obstruction. 

Dr. Epwarp B. Benepict: In concluding my 
gastroscopie report on this patient I said, ‘‘The 
findings indicate a superficial gastritis. No 
ulcer or carcinoma was seen. Because of angu- 
lation it is possible to miss certain areas along 


the lesser curvature near the pylorus by gas- 
troscopy. In view of the history, presence of 
free acid, gain in weight, and gastroscopie ap- 
pearance, I would favor a diagnosis of healing 
peptic ulcer with obstruction, rather than neo- 
plasm. I believe, however, that the patient is 
temperamentally unsuited to follow a medical 
regime, and that surgery will probably be nec- 
essary.’’ I realized at the time that ‘‘a small 
polypoid excrescence’’ may not be a true polyp 
but simply an enlarged fold. In omitting my 
conclusions from the history given to Dr. 
Kranes, the question of polyp was much overem- 
phasized. My only postoperative diagnosis was 
superficial gastritis. Owing to peristaltic con- 
traction with some spasm just proximal to the 
pylorus, the prepylorie ulcer could not be seen 
by gastroscopy. 


CuLINIcaL DIAGNosis 
Hypertrophic gastritis. 
Dr. ALFRED KRANES’s DIAGNOSIS 
Pedunculated polyp of the stomach. 


ANATOMIC DIAGNOSIS 


Gastric ulcer. 


PATHOLOGICAL DiscUssION 


Dr. BENJAMIN CASTLEMAN: The operation 
consisted of a pyloric resection with a Billroth 
Il type of posterior gastroenterostomy. Upon 
opening the specimen, we found in the imme- 
diate prepylorie region on the posterior wall 
a sharply demarcated ulcer approximately 1.5 
centimeters in diameter and 0.5 centimeters in 
depth. The base was smooth and red, and the 
edges were soft. From gross examination we 
felt that the lesion was definitely on the gastric 
side, and in spite of the fact that a large per- 
centage of ulcers in this region prove to be ma- 
lignant histologically, the sharpness of its out- 
line and its general appearance made us lean 
strongly toward a diagnosis of a benign ulcer. 
Microscopie examination confirmed our gross 
impression. The ulcer was fairly active and 
extended into the muscularis. The base was 
covered with a thick layer of fibrin. There was 
no epithelial atypicality at the margins of the 
ulcer, and after cutting serial sections, we were 
able to rule out malignancy in any part of the 
lesion. 


852 


EDITORIAL DEPARTMENT 


N. E. J. OF M. 
MAY 13, 1937 


The New England 
Journal of Medicine 


SUCCESSOR TO 
THe Boston MEDICAL AND SURGICAL JOURNAL 
Established in 1828 


Published by THE MASSACHUSETTS MEDICAL SOCIETY 
under the jurisdiction of the 
COMMITTEE ON PUBLICATIONS 
R. I. Leg, M.D., Chairman R. M. Situ, M.D. 


R. B. Oscoop, M.D. F. H. Laney, M.D. 
J. P. O'Harp, M.D. 


EpI!IToRIAL STAFF 


Grorcp G. SmitH, M.D. JoHN P. SUTHERLAND, M.D. 
WittuM B. Breep, M.D. STEPHEN RusHMORP, M.D. 
Grorce R. MINoT, M.D. Hans ZINSSER, M.D. 
FrankK H. Laney, M.D. BENJAMIN WHITE, PH.D. 
SHIELDS WARREN, M.D. Henry R. Viets, M.D. 
Gerorce L. Tospry, Jr., M.D. Ropert M. GREEN, M.D. 

Cc. Guy Lang, M.D. CuHartes C. Lunp, M.D. 
WituiuM A. Rocers, M.D. Joun F. Futon, M.D. 
DwicuT O’Hara, M.D. A. WARREN STEARNS, M.D. 


ASSOCIATE EDITORS 
Tuomas H. LanMaN, M.D. 
DonaLD Munro, M.D. 
Watter P. Bowers, M.D., Editor Emeritus 
Rosert N. M.D., Managing Editor 
Ciara D. Davies, Assistant Editor 


GARLAND, M.D 


THE NEW HAMPSHIRE MEDICAL SOCIETY 


PUBLICATION COMMITTEE 


CARLETON R. MetTcatr, M.D. Henry H. AMSDEN, M.D. 
WarRREN H. BUTTERFIELD, M.D. 


THE VERMONT STATE MEDICAL SOCIETY 
PUBLICATION COMMITTEB 


A. B. Sous, Jz., M.D. 
H. E. Upton, M.D. 


P. A. Gopparp, M.D. 


SUBSCRIPTION TERMS: $6.00 per year in advance, postage paid 
for the United States, Canada $7.04 per year, $8.52 per year 
for all foreign countries belonging to the Postal Union. 

Material for early publication should be received not later 
than noon on Saturday. Orders for reprints must be sent to 
the Journal office, 8 Fenway. 

The Journal does not hold itself responsible for statements 
made by any contributor. 

Communications should be addressed to The New England 
Journal of Medicine, 8 Fenway, Boston, Mass. 


STUDY OF ALCOHOLISM 


FINANCED by a grant of $44,000 from the 
Works Progress Administration, a research pro- 
ject that aims at a scientific study of the causes, 
costs and consequences of alcoholism has been 
launched at the Boston City Hospital. The com- 
mittee in charge of the study consists of Dr. 
John A. Foley, chairman; Dr. Tracy J. Put- 
nam, vice-chairman ; Miss M. Geneva Gray, sec- 
retary and technician, and Dr. Merrill Moore, 
treasurer and director. 

The reason for the study at this time is the 
conviction that the problem of alcoholism has 
grown larger and more complicated and, having 
been in the past treated as a political or a 
moral problem, has been neglected to a large 
extent by the medical profession. National pro- 
hibition—the political attempt to solve the prob- 


lem—was an admitted failure, and many clergy- 
men themselves now concede that more than a 
moral factor is involved. The magnitude of the 
problem is demonstrated by the fact that last 
year more than 5,000 persons were treated for 
alcoholism at the Boston City Hospital; many of 
then: were repeaters, and there were a growing 
number of younger people. 

By this study it is planned to gather all avail- 
able statistics as to the number of alcoholics in 
the city in need of treatment, the cost to the 
city for their hospital treatment alone, and the 
cost to the public indirectly for the support of 
hospitals for the insane, social welfare and char- 
itable organizations and other institutions made 
necessary in part by the effects of alcohol on 
the victims themselves and in part by the care 
of those in some way connected with or de- 
pendent on them. 

Blood chemical tests will be utilized to deter- 
mine how far alcohol is responsible for the con- 
dition of patients brought into the hospital in 
an unconscious state, and it is hoped that meth- 
ods will be perfected or discovered that will has- 
ten the sobering-up process without further dam- 
age to the system. It is expected also that in- 
formation will be gathered—and this is of the 
greatest importance—concerning the mental and 
environmental conditions that lead to excessive 
drinking, with a view toward curing individual 
cases. 

The committee estimates that its present funds 
will enable it to carry on the study until next 
month, and hopes that the importance of the 
work will by then have become so well recog- 
nized that further funds will be made available. 


COMMENT ON THE AMERICAN 
FOUNDATION REPORT 


EpitorIAL comment on the two volumes 
“American Medicine: Expert Testimony Out of 
Court’’, recently published by the American 
Foundation, has been so favorable—even in the 
columns of the publication representative of an 
organization whose officers have, in the past, 
refused to admit the need of changes in the meth- 
ods and principles of medical care —that no 
doubt should exist as to the value of this mate- 
rial as an accurate expression of medical opin- 
ion. 

One of the better editorials is’ that contained 


in the April fifteenth issue of the New York 
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State Journal of Medicine. This editorial com- 
ments upon the necessity for revision of our 
ideas regarding doctor-patient relations; upon 
the failure of any proposed compulsory health 
insurance plan to provide adequate care for the 
indigent and for those in rural communities 
and to consider the quality of medical care; 
upon the inadvisability of any scheme fostered 
and presumably dictated to by politicians; upon 
provisions for the proper medical care of the 
indigent; upon the protection of existing, phil- 
anthropically supported, medical institutions; 
upon the correlation of the measures of preven- 
tive medicine with the practice of the physi- 
cian; and, finally, upon the feasibility, possibility 
and workability of integrating the private prac- 
tice of medicine with the principles and ideas 
that are given. Possibly the medical supervi- 
sion of community and state health problems 
is too little emphasized, but as a whole the edi- 
torial gives an extremely intelligent and ably 
expressed opinion on the broader aspects of 
these problems which are so important to the 
future of organized medicine. 

In the belief that our readers will be inter- 
ested in this comment, permission has been ob- 
tained from the copyright owners to reprint the 
editorial in toto. 


AMERICAN FOUNDATION REPORT 


To any one who reads the voluminous report of 
the American Foundation on its medical inquiry, 
it becomes apparent at once that the solutions for 
the problems inherent in the easy availability and 
delivery of medical care to the American people, 
as well as the sustained maintenance of high gen- 
eral health standards (which of course must include 
extension of preventive medicine) cannot be ob- 
tained by any easily devised short-cuts. 

It is also evident that organized medicine must 
revise a few of its hitherto strongly held concep- 
tions. A clearer comprehension of the implications 
of the doctor-patient relationship seems in order. 
The integration of the general practitioner with pre- 
ventive palliatives seems warranted. The concept 
“that adequate medical care is, and always has been 
available to all the American people” needs further 
study and elucidation. Is it not true that we, as 
physicians, have too little personal contact with the 
“medically indigent” because we usually are not 
wont to meet them individually as our patients, 
but rather meet them as a class-group in our clinics 
and wards, because financial barriers hinder them 
from reaching us personally? Does doctor-patient 
relationship come before, or only after we meet 
them in our wards and clinics? They too need and 
want the factors in medicine which we as indi- 
vidual physicians could give them, to handle an 
incipient illness and prevent its progression toward 
serious consequences. It is in just such instances, 
that the availability of adequate medical care is 
hampered and hindered by financial barriers, and 
perhaps this is gradually becoming more important 
than the actual restoration to health of those who 
are sick. Here then, is another problem—how to 


provide high quality, easily available medical care 
to the medically indigent. But why stress details 
now. 

Elsewhere in this issue will be found an abstract 
of the report. From the mass of evidence presented, 
there emerges an emphasis, as it were, on ten out- 
standing principles. To read these ten principles 
and comprehend their significant import is to sense 
the high quality of the contribution made by this 
report. We believe that it will evoke much discus- 
sion and provoke medical thought and perhaps action 
to the end that a start at least will be made toward 
solving some of the complexing questions of the 
instant problems. 


We, of organized medicine, are now faced with 
an obligation to the profession as well as a duty 
to the public. We shall have to alter our general 
attitude. We cannot continue our hitherto ‘“pas- 
sive” position. We were fully justified to remain 
either “passive” or “in opposition” when the only 
solution tendered us was one comprising compulsory 
health insurance. It must be apparent even to the 
casual reader of this report that the problem is much 
larger, has greater implications, and must reach 
elements and factors in our population not even 
touched upon by the most ambitious compulsory 
health insurance scheme ever devised. Compulsory 
health insurance only touches upon the economic 
barrier separating the lower wage-earning groups 
from medical aid. It does nothing for the actually 
indigent, nor does it encompass any solution to the 
medical problems inherent to the situation of the 
rural and farming communities. It is totally un- 
concerned with the quality of medical care, and 
the many facets of the general medical problems 
which the report illuminates are left entirely un- 
approached to say nothing of even making a crude 
attempt to solve them. The entire question of 
preventive medicine is not even envisaged in com- 
pulsory health insurance schemes. 

As a unit of organized medicine there is another 
consideration to which we must give thought. This 
is the political implication of the present situation 
in Washington. Were we, unfortunately, to have 
compulsory health insurance foisted upon us at this 
time, while the other elements and factors of the 
larger and more widespread questions remain un- 
provided for, unanswered and unplanned for, this 
very much larger field—revealed by the report as 
demanding serious consideration—would remain for 
a long time uncorrected, without intelligent plan- 
ning, and without even an honest effort at seeking 
solutions for its problems. This would happen be- 
cause there would result a complete cessation of all 
further endeavors to meet the medical issues of larger 
and more significant import. Compulsory health in- 
surance must be stopped while we, the organized 
profession, take the necessary positive steps to meet 
squarely these greater issues. We know that all 
further efforts aiming at health standards, and the 
delivery of a high quality of medical care, would 
cease because legislators, having enacted the health 
insurance laws with their inevitable tax burdens, 
would conceive that they had “done enough for 
health.” Government instead of setting out to study 
and evolve solutions to.the greater medical ques- 
tions raised by this report, would be too busy and 
too concerned in establishing the necessary bu- 
reaucracy to make compulsory health insurance 
work, in the face of a recalcitrant medical profes- 
sion only half-heartedly assisting to establish a 
scheme of delivering medical care which it knows 
beforehand will reduce its quality; and will actually 
sell the population a “gold brick” for the money 
paid in direct, indirect and hidden taxes. And what 
about the medical institutions which produce doc- 
tors—the laboratories, the wards, and the operating 
rooms,—the workshops of the profession, — their 
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financial status rendered progressively more pre- 
carious because of the failure of private endowments 
and awards to support them, would find existence in- 
creasingly difficult. There is a very paramount issue 
therefore facing us now. We must perforce take a 
positive stand. The report of the American Founda- 
tion spreads opinions before us on the many com- 
plexities of the problem. From the study of these 
opinions we must have proposals ready which must 
encompass the whole field now opened to our scru- 
tiny. When we have further studied this report, 
let us formulate a proposal upon which government, 
the profession, and the enlightened public can unite. 


As we study this report further it becomes evi- 
dent that the health of the community, as a whole, 
is a more paramount issue of the state than it is 
a problem of physicians whose first concern is the 
individual. Organized medicine can determine 
standards, and decide qualifying conditions under 
which the best of medical care may be obtained. 
It naturally must be the concern of the State to 
see that this high quality of medical service is eas- 
ily obtainable by the citizenry. We have consistent- 
ly held that the indigent are properly the charge and 
wards of the local communities. This report re- 
peats this stress. We have contended that the 
medical care to these must necessarily be a charge 
against funds raised by taxes, and the physician 
treating these indigents be paid so that the doctor 
serving the indigents is not twice taxed while his 
lay neighbor pays only one tax for the same purpose. 

Of the “medical indigent” we have already spoken 
above. They need education to teach them how to 
reach the doctor when financial barriers seem to bar 
the way. This too is a local community problem 
more than one confronting nationally organized med- 
ical units. The community must establish agencies 
to arrange the finances necessary to pay the charges 
incurred by the “medically indigent” to cover the 
physician’s services and the hospital costs. Perhaps 
some variation of the so-called DeSanctis plan holds 
the answer to this problem. This entails the estab- 
lishment of a locally supervised bureau to deter- 
mine what these medically indigent shall pay toward 
the discharge of their obligation, and yet it seems to 
us, that the local community too must contribute 
toward the delivery of high quality medical care 
to this underprivileged class-group. The rate of 
fees which the physician shall charge, to make the 
best services available to this group, is another 
problem facing organized medicine. In the coopera- 
tive era upon which we are entering, such planning 
is not only in proper order but urgently necessary. 


Since taxation in the present era is depleting pri- 
vate philanthropy, state aid through Federal grants 
will soon become necessary if we are to maintain 
and sustain many existing fine medical institutions 
including hospitals and laboratories. 

If we desire to meet the instant problem pre- 
sented by the practitioners in rural and outlying 
areas, and in sparsely settled communities, labora- 
tory and consultative services must be made avail- 
able to the country general practitioner. Can such 
laboratories and medical consultative service exist 
without governmental aid? 

Finally, it is very evident that a large and more 
active evolutionary development of preventive med- 
icine is impending. We would welcome this were 
we to see it worked out so that the private practi- 
tioner would actually become the health official who 
would deliver the palliatives which medical science 
has won for the benefit of better health for the 
community. In the evolution of this larger health 
program,—a program which must envisage sanita- 
tion and hygiene and reduce health hazards in field, 
mine, factory, school, store, and home,—it would 
seem almost axiomatic that there must be estab- 
lished a@ Federal Department of Health, under a 


competent physician, separate and apart from all 
other welfare agencies. This item is now pending 
in our national legislature. 

Finally we conclude from our perusal of the re- 
port, as the problems are touched upon by our lead- 
ing medical men, that the private practice of med- 
icine shall continue, and that it is feasible, pos- 
sible, and workable to integrate this private prac- 
tice of medicine with the ideas and principles here 
but briefly sketched—New York State Journal of 
Medicine 37:730 (Apr. 15) 1937. 


THIS WEEK’S ISSUE 

Contarns articles by the following named au- 
thors: 

Euuis, Laurence B. M.D. Harvard Medi- 
eal School, 1926. Instructor in medicine, Har- 
vard Medical School. Junior visiting physician, 
Boston City Hospital. Assistant physician, 
Thorndike Memorial Laboratory, Boston City 
Hospital. Address: 319 Longwood Avenue, 
Boston. His subject is ‘‘The Treatment of 
Bright’s Disease and Related Renal Infections.”’ 
Page 821. 


Minter, Ricnarp H. M.D. Harvard Medi- 

eal School, 1910. F.A.C.S. Visiting surgeon, 
Massachusetts General Hospital. Clinical pro- 
fessor of surgery, Harvard Medical School. 
Address: 264 Beacon Street, Boston. 
SmirH-Perersen, M.N. M.D. Harvard Med- 
ical School, 1914. Chief of the Orthopedic 
Service, Massachusetts General Hospital. Clin- 
ical professor of orthopedic surgery, Harvard 
Medical School. Address: 264 Beacon Street. 
Boston. Their subject is ‘‘Further Report on 
Osteomyelitis at the Massachusetts General Hos- 
pital.’’ Page 827. 


Rosinson, Leon J. M.D. Boston University 
School of Medicine, 1934. Formerly, house of- 
ficer, Fifth Medical Service, Boston City Hospi- 
tal. Resident in epilepsy, Monson State Hos- 
pital. Now, assistant physician, Monson State 
Hospital. Address: Palmer, Mass. His sub- 
ject is ‘‘Neurologie Complications Following 
the Administration of Vaccines and Serums: 
Report of a Case of Peripheral Paralysis Fol- 
lowing the Injection of Typhoid Vaccine.’’ 
Page 831. 


ApAms, JoHn D. .M.D. Harvard Medical 
School, 1902. F.A.C.S. Assistant professor of 
orthopedic surgery, Tufts College Medical 
School. Instructor in orthopedic surgery, Har- 
vard Graduate School of Medicine. Orthopedic 
surgeon-in-chief, New England Medical Center. 
Consultant orthopedic surgeon, Jordan Hospi- 
tal, Plymouth; Lawrence General Hospital, Law- 
rence; Beverly Hospital, Beverly; and Melrose 
Hospital, Melrose. Address: 43 Bay State 
Road, Boston. His subject is ‘‘A Report on Six 
Cases of Supracondylar Fractures of the EI- 
bow.’’ Page 837. 
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ENTERTAINMENT OF LADIES AT THIS 
YEAR’S ANNUAL MEETING 


THose of us who attend the Society’s annual 
meetings look forward to the social aspect of this 
pleasant interval in our daily routine as much 
—or almost as much—as to the more serious 
purpose of our coming together. For the la- 
dies of our families, however, this distressing 
duality of purpose need not exist, since our very 
efficient Ladies’ Committee has completed plans 
guaranteed to result in a thoroughly enjoyable 
three days, allowing practically no time for 
shopping or any other serious pursuit. 

On Tuesday afternoon a tea will be given 
in Brookline by Mrs. Charles Mixter. That eve- 
ning comes the Shattuck Lecture. Wednesday 
morning will be devoted to visiting hospitals, 
with a tea and reception at the Gardner Mu- 
seum in the afternoon. On Wednesday evening 
during the Annual Dinner, the ladies will dine 
in the Penthouse, Hotel Bradford, where a spe- 
cial floor show will be put on for them, after 
which the speeches in the men’s dining room 
may be attended. There will then be dancing 
to take care of the excess energy anyone may 
have. At ten o’clock Thursday morning busses 
will leave for the Wayside Inn in Sudbury, 
where there will be a luncheon to meet the wives 
of the district presidents. The survivors will 
be returned to the Hotel Bradford in Boston 
by three in the afternoon. 

Those who are planning not to take in the 
annual meeting this year are frankly advised to 
hide this program from their wives. 


SECTION OF OBSTETRICS 
AND GYNECOLOGY* 


R. S. Titus, M.D., 
Chairman 
472 Commonwealth Ave., 
Boston, Mass. 


R. J. HEFFERNAN, M.D., 
Secretary 
1101 Beacon St., 
Brookline, Mass. 


Case HIstTories 
No. 19. 


Mrs. F., a white woman, 36 years old, entered 
the emergency ward of the Massachusetts Gen- 
eral Hospital, January 28, 1935, with a pre- 
sumptive diagnosis of incomplete miscarriage. 

Her family history was essentially negative. 
Her father was living and well. Her mother 
had died at 76 of senility. There was no tu- 
berculosis, cancer or diabetes in the family his- 
tory. She had had mumps and measles. Her 


INTERSTITIAL PREGNANCY 


*A series of selected case histories by members of the Section 
will be published weekly. 


considered at the time of operation. 
lowing is the pathological report: ‘‘A normal- 
shaped uterus, approximately 8 centimeters in 


tonsils and adenoids had been removed in 1910. 
She had four children, living and well, the last 
one having been born 8 years previously. Prior 
to the birth of her first child she had had chorea. 
Her periods began at the age of 15 and were 
always regular, lasting 4 to 5 days, with a 28 
day interval. Her last period was October 15, 
1934. 

On entrance to the hospital, the patient’s tem- 
perature was 99.2°F., her pulse 88 and her res- 
pirations 24. Her blood pressure was 110/86. 
Her mucous membranes were of normal color. 
Her teeth were poorly cared for and showed 
some evidence of pyorrhea. Her heart was not 
enlarged, and there were no murmurs. Her 
lungs were resonant throughout, and there were 
no rales present. The abdomen was soft, with 
no evidence of masses and no tenderness. Vag- 
inal examination revealed a multiparous peri- 
neum, a bilaterally torn cervix, which seemed 
firm, and a fundus with a definitely enlarged ir- 
regularity in contour and a questionable mass 
in the right cornual region. 

The patient’s red blood cell count was 4,200,- 
000, the white cell count was 8,750, and the 
hemoglobin 80 per cent (Tallqvist). A specimen 
of urine showed no albumin and no sugar, and 
the sediment contained no abnormal constitu- 
ents. An Aschheim-Zondek test was performed 
on January 30, and was positive. 

The patient said that 3 days after her first 
missed period, she had made several attempts 
to induce an abortion. These attempts were 
followed by a small amount of staining, which 
continued off and on from November 17 until 
about the first of December. On December 18 
she started to flow and flowed continuously 
until December 27. At that time, she was put 
to bed for a couple of days by her local doctor 
because the flowing was so profuse. On January 
13 the staining reappeared, and on January 20 
she again began to flow profusely, passing clots. 
On entrance to the hospital there was only a 
small amount of actual bleeding. From the his- 
tory and from the size of the uterus a diagnosis 
of incomplete abortion with a question of fi- 
broids was made. 

Under ether anesthesia, the uterus was curet- 
ted. No material was obtained, but the mass 
on the right was definitely made out. The ab- 
domen was opened; the mass in the right cornus 
was described as cystic and dark in appear- 
ance, and it looked as if it contained old blood. 
It had not ruptured because there was no evi- 
dence of blood in the abdominal cavity. A su- 
pravaginal hysterectomy was done, and the pa- 
tient made an uneventful convalescence. 

The diagnosis of interstitial pregnancy was 


The fol- 


Comments and questions by subscribers are solicited and will 
be discussed by members of the Section. 


length, which has been opened longitudinally to 
expose a normal-appearing myometrium, 2 cen- 
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timeters in thickness, and a fairly dry, pink en- 
dometrium. At the fundus is a circular, dark 
red, roughened area covered with blood clots. 
It constitutes what seems to be an interstitial 
or subserous, disk-shaped mass, 1.5 centimeters 
thick. There is only a layer of peritoneum cov- 
ering the external surface. On section through 
the mass, it seems to be attached at one place 
to the endometrium in the isthmus. The cervix 
is not present; the internal os has been cauter- 
ized. There is also a moderate amount of curet- 
tings. Diagnosis: isthmal pregnancy.’’ 


Comment: A diagnosis of interstitial preg- 
nancy cannot be made until the abdomen is 
opened. The presence of a mass with irregular 
flowing might suggest a fibroid complicating 
pregnancy or an ectopie pregnancy. It is pos- 
sible that, if the diagnosis had been thoroughly 
appreciated at the time of operation, the preg- 
nancy might have been evacuated by hysteroto- 
my, thereby leaving a perfectly good uterus. 


MISCELLANY 


THE GENERAL PRACTITIONER 
- AND TUBERCULOSIS 

In any tuberculosis control program the general 
practitioner is the connecting link between the pa- 
tient and the tuberculosis specialist. Each of the 
three has certain responsibilities regarding the 
early diagnosis of tuberculosis and each, therefore, 
must bear some of the blame for cases diagnosed 
late — the patient in that he has disregarded his 
symptoms, the practitioner in that he did not 
“tumble to it earlier,” the tuberculosis specialist 
for failing to x-ray suspected cases. How may this 
chain be strengthened? 


Considering, first, the link between the patient 
and his doctor, it is patently impossible to set the 
machinery in motion unless the patient comes to 
his doctor. Can anything be done to reduce the 
quite considerable percentage of patients who ig- 
nore their symptoms? The answer is, of course, a 
more adequate health-education program so that 
“the public can be better informed about the onset 
of tuberculosis and the importance of early diag- 
nosis.” And the responsibility rests on tuberculo- 
sis associations and health departments. 


In other cases, however, the delay in diagnosis 
is chargeable not to the patient but to the physi- 
cian. Here medical education must bear a large 
part of the blame. All too often the cases of tuber- 
culosis seen by the medical student show all the 
classical signs and are, therefore, in an advanced 
stage. It is difficult, too, for the student to appre- 
ciate the slowness of the clinical course of tubercu- 
losis. Most illnesses can be watched by the intern 
from immediately after onset until their termina- 
tion. In tuberculosis he has “brief glimpses of dif- 
ferent individuals at different stages and with dif- 
ferent reactions” and “he is a genius if he can piece 


together the story from those odd chapters torn 
from different books.” In this instance the chal- 
lenge is to the medical schools. 

Yet, whatever the shortcomings of his under- 
graduate training in the diagnosis and treatment 
of tuberculosis, the physician who engages in gen- 
eral practice will encounter many cases of tuber- 
culosis and must therefore keep it ever in mind 
and use every opportunity for improving his ability 
to diagnose it. The author would impress upon the 
minds of all newly qualified doctors the following 
two thoughts: 

“Always be on the lookout for tuberculosis even 
though you run the risk of being thought a crank 
for your pains. Never label an illness ‘influenza’ if 
there is no epidemic without subsequently having 
the chest x-rayed to make sure.” 

The general practitioner will frequently encoun- 
ter a case which he has reason to believe is tuber- 
culosis, but on which he needs expert advice or 
additional diagnostic facilities; it should be possi- 
ble for him to secure x-ray plates of his patient’s 
chest and where necessary the services of a tuber- 
culosis specialist. 

He is also much more likely to maintain his 
zeal for early diagnosis if he knows that adequate 
provision is made for the treatment of his patient 
in the event that his suspicions prove to have been 
well founded. In the event that no facilities exist 
for the hospitalization of the tuberculous, he is like- 
ly to take the attitude that early diagnosis is of 
purely academic interest. To quote the author’s 
analogy, — “supposing that neighboring surgeons 
would not operate on acute abdomens, one’s zest 
for differentiating between perforated gastric ul- 
cers and colic would be blunted, and one would fall 
too readily into the easy way of medicine which is 
—expectant treatment and guarded prognosis.” 

The general practitioner occupies a position of 
great strategic importance in the control of tuber- 
culosis. He brings the patient into the world. On 
him in most cases devolves the responsibility for 
the initial diagnosis of tuberculosis and “after the 
tumult and the shouting have ceased, the tuber- 
culosis officer and the sanatorium physicians de- 
parted, he tends the patient for the rest of his life 
and eases his parting.” 

The patient returns to him from the sanatorium 
a changed man, both physically and psychologically. 
Various things have happened. “First, he has come 
to accept the fact that he has tuberculosis and that 
it is a long complaint. Secondly, he has lived 
among other patients who are in the same plight. 
Thirdly, he has learned a lot about his complaint.” 

The general practitioner is now “the man on the 
spot.” Yet much can be done to make his task 
easier and here are some of the ways in which the 
link between the general practitioner and the spe- 
cialist (sanatorium physician) can be strengthened. 

“I consider it a blasphemous act for anybody 
to undermine whatever faith a patient may have 
in his doctor. For the patient, it is better to have 
faith in a mediocre doctor than a distrust of the 
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vest. For the average mediocre doctor it is far 
epeater incentive to do good work and make him- 
celf worthy of the patient’s unswerving (and often 
pathetic) belief in him. This is a matter in which 
tuberculosis officers, consultants and sanatorium 
physicians have the greatest power and where their 
closest cooperation is needed.” 

Secondly, a commission should be appointed to 
decide on postsanatorium advice and treatment. 
The points which they consider of value should be 
embodied in a small printed pamphlet of instruc- 
tions capable of alternate readings dependent on 
the mere stroke of a pen. It should be a simple 
matter to draw up such a set of instructions. If 
one copy be given to the patient on discharge, an- 
other to his doctor and another to the tuberculosis 
officer, everybody would know where they were. In 
addition “I should like to see the doctor receive a 
copy of the x-ray photographs as well as the usual 
statistics such as body weight, blood sedimentation, 
rales, etc., which he can continue to record should 
he feel so inclined.” Could a general practitioner 
read chest x-ray plates? Speaking for his late self 
of general practice days, the author’s answer is— 
“No, he couldn’t, but he would if he were given a 
chance.” 

Lastly, let the tuberculosis officer meet the doc- 
tor periodically for a real consultation over their 
shared cases. Once every 3 months say, there 
could be set aside a tuberculosis afternoon, when 
the tuberculosis officer would meet the general prac- 
titioner and their ambulant patients at the doctor’s 
consulting room, after which they would proceed 
together to the homebound cases. 


Such close cooperation would have in the author’s 
opinion a most stimulating effect. “With it,” he 
writes, “the alleged ignorance and carelessness of 
general practitioners could not exist. It is the sort 
of help I wanted and could not get. It is not an 
impossible demand for I know that in some locali- 
ties it is in existence and works well. Couid it not 
be made a universal practice?” 


The campaign against tuberculosis requires a 
chain of cooperation the links of which should be 
equally strong. These links are those between the 
patient and the general practitioner and between 
the general practitioner and the tuberculosis spe- 
cialist. Their respective responsibilities have been 
discussed by an author who has had extensive ex- 
perience in both of the medical roles. His sugges- 
tions merit serious consideration —Tuberculosis Ab- 
stracts 10: May, 1937. 


The article referred to is one by Dr. George H. 
Day entitled “The general practitioner and tubercu- 
losis” (J. State Med. 45:37 [Jan.] 1937). 


MIDDLESEX COLLEGE APPOINTMENT 


The Committee on Faculty at Middlesex College 
has recently announced the appointment of Dr. 
Israel Kahalas of 483 Beacon Street, Boston, to a 
didactic and clinical instructorship in the subject 


of pulmonary diseases in the School of Medicine. Dr. 
Kahalas, who resides at 40 Kirkwood Road, Brigh- 
ton, is a graduate of Tufts College Medical School 
and was admitted to practice in Massachusetts in 
1931. He interned at the Monmouth Memorial Hos- 
pital, Long Branch, N. J., and for five years was a 
resident physician at the Rutland State Hospital. 
He is a member of the staff of the Beth Israel 
Hospital, the Jewish Tuberculosis Sanatorium, Rut- 
land, and the Out Patient Department of the Mass- 
achusetts General Hospital. 


HOSPITALS BENEFICIARIES. 


The Massachusetts General and the New England 
Deaconess hospitals have been named as the prin- 
cipal beneficiaries of the estate of William A. Sar- 
gent, of Brookline, who died recently. Each of 
these institutions will receive a legacy of more than 
$1,000,000 under the terms of Mr. Sargent’s will. 


DR. MINOT HONORED 
Dr. George R. Minot, of Boston, was recently 
elected a member of the National Academy of sci- 
ences. This organization is composed of distin- 
guished Americans in the field of Science and is 
limited to 300 members. 


CORRESPONDENCE 


PRONTYLIN AND PRONTOSIL 


April 26, 1937. 
Editor, New England Journal of Medicine, 

Following are two brief case reports that may be 
of interest to your readers: 

The first case was that of an adult with a septic 
mastoid. The white blood cell count was 18,000, 
with 8&5 per cent polymorphonuclears; repeated 
counts gave approximately the same result. After 
giving prontylin and prontosil for several days, the 
white blood cell count dropped to 4,000, with 35 per 
cent polymorphonuclears. Withdrawal of the drugs 
was followed by high total and polymorphonuclear 
counts. 

The second case was that of a primipara, who, 
after a stormy delivery, ran a febrile course with 
temperatures ranging from 104 to 105° F. The 
white blood cell count was 20,000, with over 80 per 
cent polymorphonuclears. After a few days, pron- 
tylin and prontosil were given, and the total count 
fell to 6,000, with from 50 to 60 per cent polymorpho- 
nuclears. The fever continued for 6 weeks, during 
which time the temperatures ranged from 101 to 
103° F. and the blood counts, made almost daily, 
hovered between 5,000 and 6,000, with about 50 per 
cent polymorphonuclears; two transfusions were 
given. By this time a bacterial endocarditis was 


suspected, but the blood cultures remained sterile. 
Withdrawal of the drugs was promptly followed by 
a rise in the total count to 13,000, with over 80 per 
cent polymorphonuclears. A mild leukocytosis con- 
tinued for 2 weeks, and the patient recovered. 
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As no other drugs were used in these cases, it 
may be assumed that the low blood counts were 
due to prontylin and prontosil. 
Very truly yours, 
A. Trumper, M.D., Pathologist. 
St. Margaret’s Hospital, 
Montgomery, Alabama. 


ARTICLES ACCEPTED BY THE AMERICAN MED- 
ICAL ASSOCIATION COUNCIL ON PHARMACY 
AND CHEMISTRY 

535 North Dearborn Street, Chicago, IIl., 
May 4, 1937. 

Managing Editor, 

The New England Journal of Medicine, 

In addition to the articles enumerated in our let- 
ter of April 6 the following have been accepted: 
Eli Lilly & Company 

Merthiolate Suppositories 1:1000 
Medical Arts Laboratory 
Rabies Vaccine (Killed Virus) seven 2 cc. vials 
package 
National Aniline & Chemical Co., Inc. 
Scarlet Red Sulphonate—‘“National” 


Schering Corporation 
Ampoule Solution Neo-Iopax, 10 cc. 
Sterisol Ampoule Corporation 
Sterisol Ampoules Dextrose 24%% in Physio- 
logical Solution of Sodium Chloride 
Sterisol Ampoules Dextrose 10% in Physio- 
logical Solution of Sodium Chloride 
Sterisol Ampoules Dextrose 20% in Physio- 
logical Solution of Sodium Chloride 
Sterisol Ampoules Dextrose 25% in Physio- 
logical Solution of Sodium Chloride 


Sterisol Ampoules Dextrose 5% in Distilled 
Water 

Sterisol Ampoules Dextrose 10% in Distilled 
Water 

Sterisol Ampoules Dextrose 20% in Distilled 
Water 

Sterisol Ampoules Dextrose 25% in Distilled 
Water 


The following article has been accepted for in- 
clusion in the List of Articles and Brands Accepted 
by the Council But Not Described in N.N.R. (New 
and Nonofficial Remedies, 1936, p. 471):-: 

Sharp & Dohme 
Tablets Theobromine with Sodium Salicylate 


PavuL NIcHOLAS LEECH, Secretary. 


RECENT DEATHS 


PRESCOTT—WILLIAM HerBert Prescott, M.D., of 
563 West Central Street, Franklin, died at his home 
on May 5. 

Born in Concord in 1860, Dr. Prescott attended 
the schools of Concord and was graduated from the 
Harvard Medical School in 1888. In the following 


year he was appointed a house officer at the Boston 
City Hospital and eventually became assistant su- 
perintendent of that institution. 

He served as assistant in pathology and clinical 
medicine at the Harvard Medical School and, in 
1896, was appointed director of public institutions 
in Boston. During the Spanish War he was an 
agent of the Massachusetts Volunteer Aid Associa- 
tion and an acting surgeon of the United States 
Army. 

He was a retired member of the Massachusetts 
Medical Society and the American Medical Associa- 
tion and a member of the New England Society of 
Psychiatry and the Masonic Order. 

His widow, Mrs. Kate H. Prescott, a son, Robert 
B. E. Prescott, of Seattle, Washington, and three 
daughters, Mrs. A. G. Churchward, of Glendale, 
California, Mrs. H. B. Kaster, of Berkeley, California, 
and Mrs. Jones, of Franklin, survive him. 


CALL—Emma L. Catt, M.D., of 19 Garden Street, 
Cambridge, died at the New England Hospital for 
Women and Children on May 3. She was in her 
ninety-first year. 

A native of Newburyport, Dr. Call attended the 
public schools of Boston and studied medicine at 
the University of Michigan Medical School, where 
she received her medical degree in 1873. She stud- 
ied in Vienna for a time before coming to Boston, 
where she practiced until her retirement twenty 
years ago. 

She was one of the first woman physicians in the 
United States and the first woman to become a mem- 
ber of the Massachusetts Medical Society. She was 
also a member of the American Medical Associa- 
tion and at one time was attending physician and 
consultant in obstetrics at the New England Hos- 
pital for Women and Children. 


NEW—Way Sune New, M.D., one of China’s out- 
standing surgeons, died in Shanghai on May 4. He 
was in his forty-sixth year. 

A graduate of the Harvard Medical School, Dr. 
New was surgeon at St. Luke’s Hospital in New 
Bedford from 1914 to 1915 and later served at the 
Carney and Massachusetts General hospitals, of 
Boston, and the Johns Hopkins Hospital of Balti- 
more. 

He was a member of the Massachusetts Medical 
Society and the American Medical Association. 


REPORTS OF MEETINGS 


BOSTON PATHOLOGICAL SOCIETY 


The Boston Pathological Society met in the Path- 
ology Department of the Massachusetts General Hos- 
pital, February 5. Dr. J. Beach Hazard presided. 
The first paper of the evening was presented by 
Dr. Robert S. Palmer and Dr. Benjamin Castleman 
on “A Tumor of the Adrenal Medulla Associated 
with Paroxysmal Hypertension.” Dr. Palmer gave 
a brief summary of the clinical history of the case. 
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A 23 year old, white female entered the hospital 
complaining of headache. For 9 years she had ex- 
perienced paroxysmal attacks of headache and for 
4 years had been subject to fainting attacks, which 
were characterized by a choking sensation and by 
throbbing sensations in the chest and head. Physi- 
cal examination showed extreme choking of both 
optic disks, marked eyeground changes and a blood 
pressure varying between 180 and 200 systolic, and 
120 diastolic. The heart was not enlarged. The con- 
centrating ability of the kidney was decreased. The 
attacks of fainting were precipitated on the wards 
by excitement, emotion or nervousness, and it was 
noted that during such attacks there were slowing 
of the pulse, dilatation of the pupils, generalized 
vasoconstriction, hyperglycemia and glycosuria. Be- 
cause of the absence of localizing neurologic symp- 
toms and the variety of symptoms presented, it was 
believed that the presence of a brain tumor was 
unlikely. It was suggested that a paraganglioma 
might be causing the symptoms, and an exploratory 
operation was planned. Before such a procedure 
could be carried out, however, the patient died dur- 
ing an attack of hypertension. 

Paragangliomas are associated with symptoms 
similar to those seen in the present case, namely, 
symptoms of hyperadrenemia. They usually occur 
in young persons, and there is persistent hyperten- 
sion between the paroxysmal attacks. The differen- 
tial diagnosis between the paroxysmal hypertension 
due to such a tumor and the hypertensive crises 
observed in essential hypertension is extremely dif- 
ficult. 

There are two other types of adrenal tumor which 
are associated with attacks of extreme hyperten- 
sion. The first of these types occurs characteristi- 
cally in young individuals. There is a normal blood 
pressure between attacks, and there are no heart, 
kidney or eyeground changes. The second type oc- 
curs in patients that have not been known to have 
had previous attacks of hypertension. Such pa- 
tients are apt to die suddenly after delivery, opera- 
tion or accident, and the adrenal tumors ‘are found 
at postmortem examination. Some 70 cases of all 
three types have been reported in the literature. 


Dr. Palmer emphasized the harm that might re- 
sult if every case of paroxysmal hypertension was 
explored surgically in an attempt to remove an 
adrenal tumor. He also stated that injection of air 
into the region of the adrenals, and subsequent 
x-ray studies were unlikely to prove the existence of 
such tumors, since they are usually situated in re- 
gions not visualized by this technic. 

Paragangliomas are not to be confused with tu- 
mors of the adrenal cortex. The latter tumors cause 
syndromes of glandular dyscrasias, while the former 
are not associated with any alteration in other en- 
docrine glands. 

Dr. Castleman presented the pathologic findings 
in the case described by Dr. Palmer. At necropsy 
a large tumor was found in the region of the right 
adrenal. This tumor weighed 45 gm., was hard and 


fibrous and was surrounded by a narrow rim of ad- 
renal cortical tissue. Microscopic examination of 
the tumor cells showed them to be large, atypical 
and extremely variable in size. Mitoses were nu- 
merous, and some cells had two or three nuclei. No 
chrome material was seen in the cytoplasm. There 
was some tendency toward alveolar formation. The 
tissue was assayed for adrenine content, and by com- 
putation it was found to contain a total of 15 mg. 
of this hormone. The normal adrenal contains a 
total of only 4 mg. Since this assay was not made 
until 20 hours postmortem, it is probable that much 
of the adrenine had been destroyed. There are sev- 
eral reports of similar tumors from which adrenine 
has been isolated in high concentration. Tumors of 
this type are known as pheochromocytomas. 

The second paper, “The Application of Supravital 
Staining to the Study of Normal Lymphocytes and 
Those of Infectious Mononucleosis,’ was presented 
by Dr. Edward A. Gall. A brief description of the 
technic of supravital staining was given. Freshly 
drawn blood is placed on a coverslip that is coated 
with a thin, dry film of janus green or vital red. The 
cytoplasmic granules are stained, but not the 
nucleus. There is no motility of the cell when janus 
green is used but, if vital red alone is applied, the 
leukocytes are actively motile. By a study of the 
cell motility and the distribution of cytoplasmic 
granules, cells of the monocytic and lymphocytic 
series can be differentiated with ease. The mono- 
cyte moves by means of projecting a thin surface 
film of cytoplasm, which is followed by the nucleus 
and the remainder of the cell. The mitochondria 
in these cells appear as fine granules scattered 
throughout the cytoplasm which are stained by the 
janus green. Neutral red shows’ uniform-sized 
granules, which stain a brick-red hue and which may 
be segregated in clumps, although the rosette for- 
mation that occurs in rabbits and that was de- 
scribed by Sabin is rarely seen in human cells. The 
lymphocyte is characterized by a motility in which 
the nucleus is in the anterior portion of the cell 
and precedes the mass of cytoplasm. The cyto- 
plasm is homogeneous and glassy in appearance, 
while the mitochondria are larger than those of the 
monocyte and show a tendency to form clumps in 
the vicinity of the nucleus. Granules stain a bright 
red with neutral red and are more refractile than 
those of the monocyte. In some 36 per cent of the 
lymphocytes of the circulating blood, there are one 
or two large, very highly refractile granules. 


These large granules were not seen in more than 
15 per cent of the cells of a series of bloods from 17 
patients with infectious mononucleosis. The char- 
acteristic cells of this disease were found to be 
somewhat larger than normal lymphocytes, their 
nuclei were reniform in shape, and their cytoplasm 
was similar to that of the lymphocyte, with a smooth 
border. Their motility was the same as that of the 
lymphocyte. The mitochondria were coarser; they 


were scattered irregularly through the cytoplasm and 
The granules stained 


not clumped around a “Hoff.” 
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like those of a lymphoblast and were often arranged 
in a loose circle around the nucleus. Dr. Gall sug- 
gested that supravital studies of blood might be of 
diagnostic value in questionable cases of infectious 
mononucleosis. 


Dr. Castleman spoke on “Parathyroid Hyperplasia 
in Chronic Renal Failure.” Enlargement of the para- 
thyroid glands may be of three types: a parathy- 
roid adenoma, usually involving one gland; a true 
neoplasia; and a diffuse enlargement of all glands, a 
true hyperplasia. The latter is of two types: a pri- 
mary hyperplasia in which the cells are large with 
a water-clear cytoplasm, and in which the hyper- 
plasia is believed to be caused by some as yet un- 
recognized hormonal imbalance; and a secondary 
hyperplasia, which occurs in chronic renal disease, 
and in which the cells are normal-appearing but 
greatly increased in number. 


In cases of so-called primary hyperplasia, the level 
of the blood calcium is elevated, while the blood 
phosphorus compounds are decreased. Plasma 
phosphatase is increased, and histologic examina- 
tion of the bone shows the characteristic changes of 
osteitis fibrosa cystica. In contrast, cases of hyper- 
plasia due to chronic renal disease show a marked 
elevation of blood phosphorus and usually a de- 
crease in blood calcium. The plasma phosphatase 
is elevated, and the bones may show a true osteitis 
fibrosa, which cannot be differentiated from that of 
primary hyperplasia. The necropsy findings in a 
case of advanced chronic glomerulonephritis were 
described. The blood calcium was found to be 10 
mg. per cent, the plasma phosphorus 7.92 mg. per 
cent, and the plasma phosphatase 9.36 Bodansky 
units. There were marked calcification of the arte- 
ries and masses of calcium in the fingers and ilium. 
The parathyroid glands weighed 10 gm. and differed 
in appearance from the parathyroid glands of pri- 
mary hyperplasia, which are soft, compressible and 
orange-brown in color. The glands in this case 
were very firm and grey in color. Histologically, 
they were composed of increased numbers of nor- 
mal-appearing chief cells, showing a tendency to- 
ward acinar and papillary arrangement. There 
were no mitoses, and there was an absence of fat 
cells, which are normally found lying between the 
cells of the parenchyma. An increased number of 
oxyphil cells were present. The bone marrow was 
replaced by fibrous tissue, and there was a marked 
increase in osteoblasts and osteoclasts. 


It is believed that the chief cells themselves do 
not produce a hormone, and that the increase in 
their numbers represents an increased demand of 
the body for the secretions of the more mature cells, 
with a regenerative response by the gland and a 
hyperplasia of the chief cells in an attempt to pro- 
duce more oxyphil cells. 


A study of the parathyroid glands from routine 
necropsies revealed some degree of hyperplasia in 
almost all cases of chronic renal disease. There 
was also hyperplasia in certain cases of bone dis- 


ease, such as rickets, Paget’s disease and metas- 
tatic carcinoma of the bones. 

The retention of phosphorus compounds because 
of renal insufficiency is believed to be the cause of 
the hyperplasia. Hyperplasia of the parathyroid 
glands has been produced in rabbits by repeated 
injections of phosphorus compounds. 


Dr. Mallory stated that hyperparathyroidism itself 
could produce chronic renal failure because of the 
formation of small calculi in the loops of Henle 
with injury to the renal parenchyma. Since secon- 
dary osteitis fibrosa develops in advanced renal dis- 
ease, it may be impossible to differentiate the two 
conditions clinically, although examination of the 
parathyroids will show a specific picture in each 
condition. 

The last paper of the evening, “Clinical and Patho- 
logic Aspects of Bronchial Adenomas,” was pre- 
sented by Dr. Donald S. King and Dr. Tracy B. Mal- 
lory. Dr. King reviewed the symptomatology of 12 
cases of benign adenoma of the bronchus. The chief 
symptoms, in order of their importance, were found 
to be: dry cough, hemoptysis, pleural pain with the 
onset of sepsis, fever with chills and sweats, dyspnea 
and wheezing. Physical signs of atelectasis below 
the obstructing adenoma are frequently found. 
Bronchiectasis distal to the adenoma may or may 
not be present. Dr. King advised bronchoscopic re- 
moval of the tumor rather than lobectomy or pneu- 
monectomy, unless the lung below the obstruction 
is markedly diseased. 

Dr. Mallory stated that, although benign adenoma 
of the bronchus is a definite clinical and pathologic 
entity, the exact type of cell from which it arises 
is unidentified. Such tumors characteristically oc- 
cur in young persons, usually between the ages of 20 
and 30, and are invariably located in one of the 
major bronchi or in the lower trachea. They grow 
into the lumen of the bronchus and also outward be- 
tween two bronchial cartilages, forming a dumbbell- 
shaped tumor, one half of which lies within the 
bronchus, and one half outside. Histologically, such 
tumors may appear to be malignant on casual in- 
spection, and many pathologists have called them 
bronchiogenic carcinomas. No mitotic figures are 
found, however, and there have never been metas- 
tases from these tumors. Occasionally they may 
resemble basal cell carcinomas or carcinoids, and 
spicules of bone or calcium are frequently found in 
their substance. There is no gland formation, mu- 
cous secretion or tendency to differentiation, al- 
though there may be pseudoglandular formation 
around sinusoidal blood vessels. Such tumors ap- 
parently grow upwards from the submucosa, push- 
ing the normal mucosa before them, and there is a 
marked tendency for superficial ulceration, so that 
bronchoscopic biopsies frequently consist only of 
mucosa showing inflammatory reaction. Dr. Mal- 
lory emphasized the clinical importance of recogniz- 
ing such tumors, and stated that bronchoscopic re- 
moval seemed the logical way of treating them. The 
prognosis in such cases is:very good. 
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GREATER BOSTON MEDICAL SOCIETY 

The Greater Boston Medical Society met Decem- 
ber 1, 1936, in the auditorium of the Beth Israel 
Hospital to hear a series of papers arranged as @ 
“Symposium on Abdominal Pain in Pediatrics.” Dr. 
Hyman Green served as chairman and introduced 
the speakers. 

Dr. Harold Freedman discussed the “Relationship 
Between Upper Respiratory Infection and Associ- 
ated Abdominal Pain in Children.” He stated that 
youngsters do not complain of sore throat as often 
as they do of pain in the abdomen when they are 
suffering from respiratory infections. The abdom- 
inal pain is usually representative of one of two 
main types. In the first type, the pain is constant 
or colicky and is referred to the umbilicus; there 
is no tenderness, but usually a certain amount of 
voluntary spasm, which disappears when the child 
is asleep. Rectal examination in such cases is nega- 
tive. In the second type, the pain is constant and 
often has associated tenderness; it is referred to 
the umbilicus, right side or right lower quadrant and 
is apparently derived from the involvement of the 
mesenteric and retroperitoneal glands, with or with- 
out associated lymphangitis. Since pyelitis is a 
frequent complication of respiratory infections, par- 
ticularly in females, a urinalysis should always be 
done. An onset of pain with chills and fever is sug- 
gestive of pyelitis. When intrathoracic conditions, 
such as pneumonia, pleurisy, pericarditis and 
pleurodynia, present themselves with abdominal 
pain, it is possible to tell that the process is in the 
thorax from the character of the breathing and the 
general appearance of the patient. The physical ex- 
amination is usually more helpful than the knowl- 
edge of the pulse rate, fever and leukocytosis in de- 
ciding the differential diagnosis. Since abdominal 
conditions demanding surgical attention may occur 
in the presence of an upper respiratory tr&ct infec- 
tion, a rectal examination should never be omitted. 

Dr. George Kahn discussed the “Medical Causes 
of Abdominal Pain” and stated that in infants it is 
hard to tell about abdominal pain except from the 
postural reaction and from distention. Although 
“colic babies’ may prove very distressing problems, 
it is easy to stop the commonest causes of colic, 
such as hunger, constipation, too much air swallow- 
ing, diarrhea and overhandling, and, thus, to cure 
the colic. Acute indigestion. may be differentiated 
from appendicitis because abdominal tenderness is 
absent or diffuse; chronic ‘indigestion, a rare condi- 
tion, is due to intolerance toward certain dietary 
elements. A sensitive and easily stimulated bowel 
may be stirred to hypermotility by vegetables or 
fruits and give rise to pain. Acute constipation 
produces diffuse lower abdominal pain, more es- 
pecially on the left side, with palpable fecal masses; 
the treatment is catharsis after acute appendicitis 
has been ruled out. Chronic constipation results 
from poor bowel habits and is corrected by the in- 
stitution of proper bowel hygiene. When constipa- 
tion is due to the absence of roughage, the stools 
at first are marble-sized, but later on, an atonic, 


dilated bowel forms large-caliber stools. Among the 
rarer causes of abdominal pain in childhood, gastro- 
intestinal infections, such as_ enteritis, typhoid 
fever and dysentery, peritonitis, including mesenteric 
adenitis and tabes mesenterica; liver diseases, such 
as catarrhal jaundice; enlargement of the spleen 
and liver; enlargement of the urinary bladder; and 
the rare, but little understood, instances of gastric 
and duodenal ulcer in children, were mentioned. 

In discussing the “Surgical Conditions Causing 
Abdominal Pain,” Dr. Gabriel Rubin spoke first of 
acute appendicitis, in which pain is usually the first 
symptom and is generalized in 80 per cent and lo- 
calized in 20 per cent of the instances. Peritonitis 
that is secondary to some abdominal condition is 
characterized by severe pain, marked spasm and 
vomiting; primary peritonitis, such as that caused 
by the pneumococcus, has very similar signs and is 
best treated by operation after a delay to allow the 
infection to become localized. Three obstructive 
lesions are the chief causes of abdominal pain in 
infancy, which is signalized by the baby drawing uD 
his legs and failing to be calmed by defecation or by 
attempts to make him comfortable. With its peak 
of incidence in the third week of life, pyloric steno- 
sis is satisfactorily treated by pylorotomy. Incar- 
cerated inguinal hernia demands immediate opera- 
tion. Intussusception begins with a sudden onset 
of pain, followed by collapse, pallor and Jistlessness, 
and the passage of blood by rectum; ‘arly opera- 
tion is indicated. Among the rarer causes of pain, 
inflammation of Meckel’s diverticulum, volvulus and 
twisted ovarian cyst may be noted. In the case of 
a ruptured hollow or solid viscus, pain may not ap- 
pear until after shock is evident. 


The subject taken by Dr. Jacob Wallace was 
“Functional or Neurogenic Pain,” with particular 
attention to the functional disorders of the gastro- 
intestinal tract. The so-called irritable colon, which 
is often made more irritable by the unwise use of 
roughage and laxatives, may give rise to either diar- 
rhea or constipation or to both. The racial incidence 
of this condition is particularly high among Jewish 
children. The usual complaint is abdominal pain, 
either in one quadrant or generalized, that typically 
follows the course of the colon, is more severe just 
before defecation and is often initiated by food. 
Nausea is a common symptom, but vomiting is a 
rare one; anorexia is most marked early in the 
morning. The diagnosis may be made after organic 
disease has been ruled out by sigmoidoscopy and 
x-ray and is established with more assurance in 
children than it is in adults, because of the relative 
rarity of malignant processes at this age. Since it 
it is possible to confuse this condition with appen- 
dicitis, careful inquiry should be made concerning 
the dietary and bowei habits and the emotional state 
of the patient. The treatment consists in removing 
all roughage and condiments, exhibiting antispas- 
modics and establishing a regular daily program 
conducive to emotional stability. Cyclic vomiting is 
a condition beginning after infancy and stopping at 
12 years, which is characterized by a great deal of 
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vomiting associated with acetonuria. Appropriate 
therapeutic measures are bed rest, forcing fluids and 
elimination of solid food. Operation, in the belief 
that the patient has appendicitis, may prove fatal. 
Dilatation of the colon or Hirschsprung’s disease, 
causes meteorism, obstipation and a palpable colon. 

Dr. Morris Ingall described a large group of dis- 
eases under the title of “Nonacute Conditions with 
Atypical Abdominal Signs.” He emphasized the im- 
portance of doing as many laboratory tests as are 
necessary and of taking a careful history of the pa- 
tient before rushing him into an operation. Children 
with pica often ingest plaster, hair, wool, paste, paper, 
paint, and so forth, and may develop trichobezoar or 
chronic lead poisoning with encephalopathy or colic. 
Diabetic acidosis produces nausea, vomiting, abdom- 
inal pain, hyperpnea and slight fever; an acute 
surgical condition of the abdomen may coexist. Pin- 
worms are the only common intestinal parasite 
found in this region. Gastrointestinal allergy may 
result in pain after the ingestion of an offending anti- 
gen, while abdominal pain with a rising fever is a 
common early symptom of serum sickness. Rheu- 
matic fever may cause a dull ache, with slight ten- 
derness but no rigidity. Biliary colic is very rare, 
but acute catarrhal jaundice may begin with nausea, 
vomiting and pain in the abdomen. So-called abdom- 
inal migraine and certain brain diseases causing an 
abdominal condition consistent with that of appen- 
dicitis may be confusing. Among other infrequent 
causes of abdominal pain, Henoch’s purpura, viscer- 
optosis, Dietl’s crisis, Pott’s disease, trichinosis, 
herpes zoster, periarteritis nodosa and pertussis may 
be mentioned. 

The final paper was presented by Dr. Solomon 
Rubin on the “Approach to the Child.” Since a 
great variety of temperaments are inevitably to be 
encountered, all must be understood to be handled 
successfully. The treatment of the parent often 
requires considerably more skill than the treat- 
ment of the sick child. In analyzing the psycho- 
logic reactions of the child, one must consider the 
following factors: inheritance, which may be judged 
from the family history; changes produced by infec- 
tion and disease working on a comparatively un- 
stable nervous system; anatomic, physiologic and 
psychologic differences between children and adults; 
and, difficulties of the neuropathic child in making 
adjustments in the home, school and doctor’s of- 
fice. The importance of the illness may not be 
measured by the intensity of the subjective symp- 
toms, which are often very much exaggerated. Be- 
cause children are not able to localize pain accu- 
rately, the demonstration of tenderness by physical 
examination is much more reliable as a guide to the 
region where disease is present. 


In concluding the symposium, Dr. Eli Friedman 
emphasized the fact that, although cases of abdom- 
inal pain of a medical nature outnumber those of a 
surgical nature in a ratio of approximately 85 to 15, 
it is imperative to recognize the surgical cases early 
in order to reduce the mortality from such conditions. 


SPECIAL LECTURES IN ENDOCRINOLOGY 


“The Female Sex Hormones in Pregnancy” was 
the subject of a lecture delivered by Dr. George van 
S. Smith at the Harvard Medical School, March 4. 

In studying the female sex hormones in pregnant 
women, the problem of quantitative analysis is less 
difficult because such large amounts of estrin and 
A.P.L. (anterior pituitary-like hormone of placental 
origin) are present that urine and serum may both 
be assayed with a fair degree of accuracy. The 
introduction of acid hydrolysis in the quantitation 
of urinary estrin has resulted in much higher values 
than have been obtained formerly, 50,000 to 100,000 
rat units being present in 24-hour volumes of urine 
after the eighth month. 

After describing in some detail the methods of 
extraction and assay for these two hormones, Dr. 
Smith emphasized the reciprocal relation between 
them in the body. High levels of A.P.L. are asso- 
ciated with relatively low levels of estrin and vice 
versa, except during the first 3 weeks following the 
implantation of the ovum, when the amounts of these 
hormones increase simultaneously in the urine. 

He then demonstrated curves of estrin excretion 
during the month of conception and the first 3 
months of the ensuing pregnancy and also curves 
of A.P.L. excretion from the time of its first ap- 
pearance after conception. The curves of estrin ex- 
cretion during the month of conception are entirely 
similar to those previously presented as typical of 
normal ovulatory cycles until the twenty-fifth day, 
after which the estrin increases rapidly instead of 
dropping off as it does before normal menstruation. 
This second rise in estrin probably marks the time 
of implantation of the fertilized ovum. In one in- 
stance, such a rise was followed by a subsequent 
drop and bleeding 8 days after menstruation was 
due. Thjs was interpreted as a very early abortion. 

A.P.L., which gives the positive tests for preg- 
nancy, is demonstrable soon after the missed cata- 
menia and increases rapidly, reaching a peak at ap- 
proximately the second month, at which time the 
estrin levels off or actually decreases, apparently 
due to the high A.P.L. 

Curves for serum A.P.L. and estrin from about 
the second month to the end of normal pregnancy 
were shown. By the fourth month, the A.P.L. strikes 
a fairly low level, which continues to term, and the 
estrin begins to rise, reaching its peak at or near 
term. The drop in A.P.L. and the rise in estrin co- 
incide with the cessation of early nausea and vomit- 
ing. The shapes of the urinary curves for these 
hormones are so similar to the serum curves that 
the urinary values may be accepted as reflecting the 
serum levels. 

The regression of the corpus luteum of gestation 
does not mean a cessation of the supply of proges- 
tin, for progestin is found in significant amounts in 
placentas in the last half of pregnancy. Since pla- 
centas from normal, full-term deliveries are also 
found to contain progestin, the precipitation of labor 
cannot be explained by the complete absence of this 
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hormone in the presence of large amounts of es- 
trin. Moreover, serum estrin has been found to be 
no higher at delivery than before labor started. It 
is possible, however, that a change in the quantita- 
tive balance of these two hormones is involved in 
the initiation of labor. Although accurate, quantita- 
tive, progestin determinations are still impossible, 
assays of 19 placentas from 6 months to term from 
both normal and toxemic cases showed no differ- 
ences in the content of progestin sufficiently pro- 
nounced to be correlated with the clinical picture. 

A study of A.P.L. and estrin in the serum, urine 
and placenta of patients with toxemias of late preg- 
nancy revealed a marked excess of A.P.L. and rather 
low levels of estrin as being typical of this disease. 
This excessive A.P.L. was demonstrable in the serum 
6 to 8 weeks before the development of clinical 
symptoms. A striking lag in the excretion of A.P.L. 
was seen in these cases of toxemia, this observa- 
tion being the only instance in which urinary and 
serum values failed to run parallel and apparently 
resulting from a change in kidney threshold for 
A.P.L. excretion. The increase in circulating A.P.L. 
would account for the comparatively low levels of 
estrin in toxemic patients. The hormonal and patho- 
logic analogy between the toxemic situation and that 
which occurs during the premenstrual phase in non- 
pregnant ovulatory cycles was pointed out as sug- 
gestive of the possible etiology of and therapeutic 
approach to late pregnancy toxemia. 


THE MASSACHUSETTS SOCIETY FOR SOCIAL 
HYGIENE 


The Massachusetts Society for Social Hygiene held 
its annual meeting April 13 in Boston. The guest 
speakers were Dr. Ray Lyman Wilbur, president of 
Stanford University and of the American Social Hy- 
giene Association, and Dr. John R. Heller, Jr., as- 
sistant surgeon of the United States Public Health 
Service. 

The economic importance of syphilis, as well as 
its ravages on the health of the people, was em- 
phasized by the speakers. This meeting was a valu- 
able contribution to the program now under way to 
instruct the people of this country about the neces- 
sity of action in dealing with this menace to life 
and health. 

The officers elected for the ensuing year are: 
Dr. George Gilbert Smith, president; Mrs. Harry C. 
Solomon and Miss Elizabeth Ross, R.N., vice-presi- 
dent and secretary, respectively; and William Wads- 
worth, treasurer. 

The society is to be congratulated in securing for 
its president another prominent and enthusiastic 
worker in this field to carry on the work inaugu- 
rated by Dr. Crabtree. 


SOUTHEASTERN MASSACHUSETTS ASSOCIA- 
TION OF BOARDS OF HEALTH 


For its spring meeting the Southeastern Mass- 
achusetts Association of Boards of Health chose the 


with some forty members and invited guests in at- 
tendance. In the absence of the president, the meet- 
ing was called to order by Mr. Joseph E. Christie, 
vice-president and a member of the Dartmouth Board 
of Health. The principal speaker was Dr. C. W. Mil- 
liken, school physician of New Bedford. He dis- 
cussed the proposed legislation which would effect 
the transfer of the supervision of health in public 
schools from the local school department to the 
board of health. His position was in opposition to 
the proposed change; he urged that the existing con- 
ditions are more advantageous to the towns. He 
said that the school committees in general are able 
to secure excellent results today and are working 
in close cooperation with the health departments, 
and added that, in the smaller towns, especially 
those in which there is no all-time health officer, 
there would be a distinct disadvantage compared 
with present conditions. Dr. H. H. Mandell, of New 
Bedford, spoke in support of Dr. Milliken, delving 
into past history to the time when it was a health 
physician who inspected the schools. “It was a 
good thing for the schools,” he said, “when this in- 
spection was taken from the health department and 
given ito the school committee.” Dr. R. P. Mac- 
Knight, of New Bedford, state district health officer, 
was a third speaker. 


BOSTON UNIVERSITY SCHOOL OF MEDICINE 
ALUMNI 

The annual dinner meeting of the alumni of the 
Boston University School of Medicine was held at 
the Hotel Kenmore on April 29. Dr. Sanford B. 
Hooker acted as toastmaster, and the speakers in- 
cluded Dr. Alexander S. Begg, dean of the Boston 
University School of Medicine, Dr. LeRoy M. S. 
Miner, dean of the Harvard Dental School and a 
member of the faculty of the Boston University 
School of Medicine, Dr. Daniel L. Marsh, president 
of the University, Dr. Wesley T. Lee and Anthony 
Palma, president of the graduating class. 

Plans for launching a campaign to raise funds for 
a new building, equipped with modern laboratories, 
to replace the sixty-five year old building on East 
Concord Street were discussed. Tentative plans 
have been drawn up of a red brick structure, ex- 
tremely simple in design, with stone facings. The 
plans for this building in no way affect the proposed 
plans to erect a quadrangle of buildings for the Uni- 
versity on its Bay State Road campus site. The 
exact amount of the funds to be raised will be de- 
termined at the next meeting -of the trustees. Some 


funds, mostly small gifts from alumni, are already 
available. 


MASSACHUSETTS SOCIETY OF EXAMINING 
PHYSICIANS 

The annual dinner meeting of the Massachu- 

setts Society of Examining Physicians was held at 

the Copley-Plaza Hotel on May 5 and was dedicated 

to the memory of the late Dr. Francis D. Donoghue, 


Christian Church in Smith Mills, North Dartmouth, 


who founded the society in 1907. 
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The speakers included Joseph Parks, chairman 
of the Industrial Accident Board, Judge Frank J. 
Donahue, Judge Nelson Brown, Dr. Frederic J. Cot- 
ton, former surgeon-in-chief of the Boston City 
Hospital, Edward Clark, former member of the In- 
dustrial Accident Board, and Dr. William E. 
Browne, clinical professor of surgery at Tufts Col- 
lege Medical School. 

The following officers were elected: Dr. Francis 
R. Mahony, of Lowell, president; Dr, William J. 
Brickley, of Boston, vice-president; Dr. William P. 
Coues, of Brookline, secretary; Dr. Robert C. Gwin, 
of Brookline, treasurer. 


LYNN CANCER CLINIC 


The Lynn Cancer Committee held a_ teaching 
clinic, conducted by Dr. Frank H. Lahey, of Boston, 
at the Lynn Hospital, Thursday, April 29, as part 
of the celebration of the tenth anniversary of the 
Lynn Cancer Clinic. 

On the same date, a public luncheon was held, at 
which a report of the activities of the Lynn Cancer 
Clinic during the past ten years was made. Speak- 
ers on this occasion were Dr. Henry Chadwick, com- 
missioner of public health, and Dr. Lahey. 


THE AMERICAN ASSOCIATION OF 
THE HISTORY OF MEDICINE 

At the annual meeting of the American Associa- 
tion of the History of Medicine held at Atlantic 
City, May 3, the following officers were elected: 
president, Dr. Walter R. Steiner, of Hartford, Conn.; 
vice-president, Dr. E. R. Long, of Philadelphia; sec- 
retary-treasurer, Dr. E. J. G. Beardsley, of Phila- 
delphia; council, Joseph L. Miller, of Chicago; Carl 
V. Weller, of Ann Arbor; Henry E. Sigerist, of Bal- 
timore; William S. Middleton, of Madison, Wis., and 
Jabez Elliott, of Toronto. 


ANNUAL BANQUET AND BALL OF MIDDLESEX 
COLLEGE 


Dr. Stephen Rushmore, chairman of the Approv- 
ing Authority on Medical Education and Secretary 
of the Board of Registration in Medicine, was the 
guest of honor and principal speaker at the six- 
teenth annual banquet and ball of Middlesex College 
conducted by the Alumni Association of the School 
of Medicine on April 15 in the Imperial Ballroom 
of the Hotel Statler. Dr. Rushmore addressed the 
gathering of 700 guests on the subject of “Medical 
Education—Now and Then.” 

Describing the changes in medical education 
over a period of years, Dr. Rushmore pointed out that 
there has been a gradual spreading and broadening 
of standards which were in existence forty years ago 
in at least one institution, Johns Hopkins University 
School of Medicine, of which he is an alumnus. The 
requirements for admission then established at 
that institution, as part of a unique experiment in 
education, were graduation from college, a reading 
knowledge of French and German, and one year each 
of chemistry, physics and biology, and the present 


requirements have now been increased by the addi- 
tion of only about one more year of chemistry than 
was required forty years ago. 

The great progress that has been made generally 
in medical education in these comparatively few 
years was ascribed by Dr. Rushmore to two princi- 
pal causes: the transforming influence of the uni- 
versity spirit, since most medical schools today are 
parts of universities, and the driving power of dis- 
covery in the fundamental sciences underlying medi- 
cine, particularly in the x-ray field, in chemistry and 
in the other premedical sciences. 


“The burden of medical education must. be car- 
ried today, not by the person who teaches once in 
a while, but by the person proficient in science by 
long training who makes medical education his 
major interest. Today is the day of the expert. 
Others may participate, but the burden of medical 
education must be borne by these experts.” 

Discussing the problem of how many medical 
schools there should be in this country, Dr. Rush- 
more said, “When you ask physicians, they will say 
there is too much competition; if you ask candi- 
dates, they will tell you there are too few schools. 
Today out of 12,000 annual candidates for admission, 
about 7,000 are crowded into first-year classes of our 
medical schools, and the remaining 5,000 are ex- 
cluded. On that basis ten more schools might be 
needed to remove the pressure temporarily, but medi- 
cal education must be a permanent affair. The num- 
ber of medical schools should not be determined ar- 
bitrarily by any body or bureau, for ne one knows 
how many physicians there should be for the 125,- 
000,000 people in this country.” 

In discussing the present needs of medical educa- 
tion, Dr. Rushmore concluded, “We need money, 
buildings, books and libraries for medical schools, 
but more than anything else we need ideas—new 
and better ways of doing new and better things. It 
is not sufficient to have ideas. We must master 
them and know how to apply them, so that they may 
become effective realities in this actual world of 
sickness and suffering in which we live and which 
we are striving in some small measure to improve.” 


Horace T. Cahill, speaker of the House of Repre- 
sentatives, also gave an address. He warned the 
medical profession that its independence might be 
challenged by crackpot schemes of socialization and 
that no longer could it maintain a provincial atti- 
tude. For their own protection, he said, members 
of the medical profession must interest themselves 
in government, in politics, even in vote-getting, if 
they are to preserve their independence. Speaker 
Cahill declared that physicians could make a genu- 
ine contribution to government as well as to the 
safe-being of their own profession, if they would as- 
pire to elective offices higher than the traditional 
positions on local school committees. 

Other speakers and guests at the banquet in- 
cluded Dr. Frank L. Whipple, dean of Middlesex 
College; Dr. Howard Charles Gale, Dr. Horatio S. 


Card, Rev. Hugh Wallace Smith and John M. Rus- 
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NOTICES 


REMOVAL 


ALPHA R. Sawyer, M.D., announces the removal 
of his office to 416 Marlboro Street, Boston. 


SPECIAL MEETING OF THE ACADEMY 
OF PHYSICAL MEDICINE 
A special business meeting of the Academy of 
Physical Medicine will be held at 5:30 o’clock on 
Wednesday, May 19, at 144 Commonwealth Avenue, 
Boston. 
HERMAN A. Oscoop, M.D., 
Secretary-Treasurer. 


POSTPONEMENT OF MEETING OF THE NEW 
ENGLAND PHYSICAL THERAPY SOCIETY 
The annual meeting of the New England Physical 
Therapy Society will be postponed to the evening of 
May 26. 
The program will appear next week. 


Wirrram D. M.D., Secretary. 


BOSTON CITY HOSPITAL 
A clinical meeting of the staff of the Boston City 
Hospital will be held in the Thorndike Amphithea- 
ter, Boston City Hospital, on Saturday, May 22, at 
10:00 a. m. 


PROGRAM 


1. The Study of Alcoholism at the Boston City 
Hospital. Dr. Merrill Moore. 

2. A New Series of Anticonvulsants, Tested on 
Animals. Dr. H. Houston Merritt and Dr. Tracy J. 
Putnam. 

3. Epilepsy—A Paroxysmal Cerebral Dysrhythmia. 
Dr. William G. Lennox, Dr. F. A. Gibbs and E. H. 
Gibbs. 

4. Migraine and Its Treatment. 
C. von Storch. 

5. The Results of Treatment of Athetosis and 
Dystonia by Section of the Extrapyramidal Tracts. 


Dr. Tracy J. Putnam. 
Committee on Hospital Clinics. 


Dr. Theodore J. 


TRUDEAU SOCIETY 
A meeting of the Trudeau Society will be held at 
the Belmont Hospital, Worcester, on Wednesday, 
May 19, at 4 p.m. The following program has been 
arranged: 
1. Address of Welcome. Dr. A. C. Getchell. 
2. Results of Fifty-Six Phrenic Operations. 
N. O. Furnas. 
3. Major Surgefy in a Small Tuberculosis Hospital 
—Presentation of Cases Operated upon in This 
Hospital. Dr. M. Thoroman. 


Dr. 


sell, trustees of Middlesex College; Mayor John D. 
Lynch, of Cambridge; Judge Patrick J. Duane, of 
Waltham; and a delegation from the Massachusetts 
Legislature. 


4. Presentation of Nonpulmonary Tuberculosis 
Cases with X-Rays and Pathologic Specimens. 
Dr. R. H. Smith and Dr. R. Goodale. 

5. Presentation of More Than Thirty Cases of 
Empyema Treated with Gomenol. Dr. R. H. 
Baker. 


NEW ENGLAND WOMEN’S MEDICAL SOCIETY 


The spring meeting of the New England Women’s 
Medical Society will be held at the Hotel Puritan, 
May 20, at 7 p.m. The principal speaker will be 
Dr. Miriam Van Waters of the Massachusetts Re- 
formatory for Women. The charge for dinner will 
be $1.50 per plate. 


Mary I. Tompkins, M.D., Secretary. 


NORTHERN WORCESTER COUNTY PUBLIC 
HEALTH ASSOCIATION 


Dr. John B. Hawes, 2d, president of the Boston 
Tuberculosis Association, will speak at the annual 
meeting of the Northern Worcester County Public 
Health Association at the Hotel Raymond, Fitch- 
burg, at 12.30 p. m. on May 19. 


SOCIETY MEETINGS, CONGRESSES 
AND CONFERENCES 


CALENDAR OF BOSTON DISTRICT FOR THE WEEK 
BEGINNING MONDAY, MAY 17 


Monday, May 17— 


*8 p.m. Lecture on alcoholism, Dr. Robert Fleming, 
in the amphitheater of the Mallory Institute of 
Pathology, 784 Massachusetts Avenue, Boston. 


Tuesday, May 18— 

*9 a. m.-10 a. m. Boston Dispensary, 25 Bennet 
Street, Boston. Some Thoughts on the Functions 
and Possible Pathological Significance of the Renal 
Nerves. Dr. G. Philip Grabfield. 

9:30 a. m. Massachusetts General Hospital. 
racic Clinic. Ether Dome. 

*12 m. South End Medical Club. Headquarters of the 
Boston Tuberculosis Association, 554 Columbus 
Avenue, Boston. 


Wednesday, May 19— 


*9 a. m.-10 a. m. Boston Dispensary, 25 Bennet 
Street, Boston. Hospital case presentation. Dr. 
S. J. Thannhauser. 

t12m. Clinicopathological conference. 
pital amphitheater. 

2 p.m. Massachusetts General Hospital. 

bre clinic. Out patient department. 


4 m.-5 p. m. Surgical pathological conference. 
Mor. Cutler and Dr. Wolbach, Peter Bent Brigham 


5:30 p. Special meeting of the Academy of Physi- 
cal Medicine. 144 Commonwealth Avenue, Boston. 


Thursday, May 20— 


Tho- 


Children’s Hos- 
Psychiat- 


8 a.m. Massachusetts General Hospital. Circulatory 
clinic rounds. 
*9 a. m.-10 a. m. Boston Dispensary, 25 Bennet 


Street, Boston. 
Endocarditis. 


Cardiac Irregularities in Bacterial 
Dr. Maurice S. Segal. 


11 a. m. Massachusetts General Hospital. Medical 
grand rounds. Ether Dome. 
12 m. Massachusetts General Hospital. Clinicopath- 


conference. 


p. m. New England Women’s Medical Society. 
Hotel Puritan, Boston. 


Friday, May 21— 


*9 a. m.-10 a. m._ Boston Dispensary, 25 Bennet 
Street, Boston. The Origin and Nature of Com- 
‘ames of Scarlet Fever. Dr. Conrad Wessel- 

oeft. 


12 m. Massachusetts General Hospital. 
conference. 


Urological 
Out patient department. 
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Saturday, May 22— 

*9 a. m.-10 a. m. Boston Dispensary, 25 Bennet 
Street, Boston. Hospital case presentation. Dr. 
S. J. Thannhauser. 

10 a. m. Boston City Hospital, Clinical Meeting of 
the Staff. Thorndike Amphitheater. 

*10 a. m.-12 m._ Staff rounds at the Peter Bent 
Brigham Hospital. Conducted by Dr. Henry A. 
Christian. 


*Open to the medical profession. 
tOpen to Fellows of the Massachusetts Medical Society. 


May 13—Pentuckét Association of Physicians. Hotel 
Bartlett, 95 Main Street, Haverhill, at 8:30 p. m. 

May 14—Cutter Lecture on Preventive Medicine, 5 p. m. 
Harvard Medical School, Building E. 

May 18—South End Medical Club at the headquarters 
of the Boston Tuberculosis Association, 554 Columbus 
Avenue, Boston. 

May 19—Northern Worcester County Public Health As- 
sociation. Page 865. 

May 19—The Trudeau Society. Page 865. 

May 19—Special meeting of the Academy of Physical 
Medicine. Page 865 

May 19, 20—The Connecticut State Medical Society. 
Bridgeport. 
on” 20—New England Women's Medical Society. Page 

May 22—Boston City Hospital, Clinical Meeting of the 
Staff. Page 865. 

May 26—Postponement of the meeting ofjthe New Eng- 
land Physical Therapy Society. Page 865. 

June 1, 2 and 3—Annual meeting, Massachusetts Medi- 
cal Society, Hotel Bradford, Boston. 

June 7—American Medical Golfers Play in Atlantic City. 
Page 582, issue of April 1. 

June 7 and 8—American Heart Association. Page 769, 
issue of April 29. 

June 7-11—American Medical Association. Atlantic City. 
Page 709, issue of April 22. 

June 8—The American Neisserian Medical Society. Page 
489, issue of March 18. 

June 8 and 9—American Board of Obstetrics and Gyne- 
cology. Page 78, issue of January 14. 

June 11-18—Catholic Hospital Association. Page 488, 
issue of March 18. 

July 6-11—Fifth International Congress of Hospitals. 
Page 37, issue of January 7. 

September 13-17—Fifth International Congress of Radi- 
ology. Page 709, issue of April 22. 

October 5-8—American Public Health Association meet- 
ing. New York City. 

October 9—American Board of Ophthalmology, Chicago. 
Page 722, issue of April 22. 

October 19, 20, 21—Academy of Physical Medicine. Page 
723, issue of April 22. 

October 25-29—American College of Surgeons. Chicago, 
Illinois. 


DISTRICT MEDICAL SOCIETY 


PLYMOUTH DISTRICT MEDICAL SOCIETY 
May 20—11 a. m. Lakeville State Sanatorium. 
FRED F. WEINER, M.D., Secretary. 
231 Main Street, Brockton. 


BOOKS RECEIVED FOR REVIEW 


Surgical Pathology of the Thyroid Gland. Hertz- 
ler’s Monographs on Surgical Pathology. Arthur E. 
Hertzler. 298 pp. Philadelphia, Montreal and Lon- 
don: J. B. Lippincott Company, 1936. 

Cataract. Its Preventive and Medical Treatment 
for Specialists, General Practitioners and Students. 
A. Edward Davis. 161 pp. Philadelphia: F. A. Da- 
vis Company, 1937. . $3.00. 

Diabetes. A Modern Manual. Anthony M. Sin- 
doni, Jr. 240 pp. New York and London: Whittle- 
sey House, McGraw-Hill Book Company, Inc., 1937. 
$2.00. 


Fruits of Philosophy or the Private Companion of 
Adult People. Charles Knowlton. 107 pp. Mount 
Vernon: Peter Pauper Press, 1937. 

The Ocular Fundus in Diagnosis and Treatment. 
Donald T. Atkinson. 142 pp. Philadelphia: Lea & 
Febiger, 1937. $10.00. 

Sexual Power. Chester Tilton Stone. 172 pp. 
New York and London: D. Appleton-Century Com- 
pany, 1937. $1.50. 

Trauma and Disease. Edited by Leopold Brahdy 
and Samuel Kahn. 613 pp. Philadelphia: Lea & 
Febiger, 1937. $7.50. 

Biological Time. P. Lecomte Du Noiiy. 180 pp. 
New York: The Macmillan Company, 1937. $2.00. 

Les Gastropathies des Syphilitiques. Carlos Bo- 
norino Udaondo, 214 pp. Paris: Masson et Cie, 
1986. 32 fr. 

The Thyroid and Its Diseases. J. H. Means, 602 
pp. Philadelphia, Montreal, London: J. B. Lippin- 
cott Company, 1937. 

Traité de Biocolloidologie. Tome IV. f£&tat Col- 
loidal et Biologie. W. Kopaczewski. 924 pp. Paris: 
Gauthier-Villars, 1936. 

Physiology in Health and Disease. Carl J. Wig- 
gers. 1124 pp. Second Edition, Thoroughly Re- 
vised. Philadelphia: Lea & Febiger, 1937. $9.00. 

Estudos Cirurgicos. 2. a serie. Eurico Branco Ri- 
beiro. 245 pp. Sao Paulo, Brasil: Sociedade Edi- 
tora Medica Limitada, 1936. 


BOOK REVIEWS 


Endocrinology in Modern Practice. William Wolf. 
1018 pp. Philadelphia and London: W. B. Saun- 
ders Company. $10.00. 


This volume was written to provide the practi- 
tioner with the usable facts of clinical endocrinol- 
ogy. The author further hopes it will serve to 
make the specialist endocrinology-minded and to- 
ward this end has devoted considerable space to the 
endocrine aspects of the more commonly practiced 
specialties. 

In undertaking this tremendous task, the author 
has first presented a brief description of anatomic, 
physiologic and biologic characteristics of each of 
the endocrine glands. Then follow descriptions of 
the various syndromes which are thought to repre- 
sent primary dysfunctions of these glands. The va- 
rious pluriglandular syndromes are described under 
the section pertaining to the gland which is thought 
to be primarily responsible. The therapeutic meas- 
ures indicated in each syndrome described are brief- 
ly outlined. An attempt is made to discuss the ef- 
fects of other diseases upon the function of the 
various endocrine glands. Chapters pertaining to 
the interpretation of laboratory findings, choice of 
diagnostic procedures, methods for performing some 
of the more commonly employed laboratory pro- 
cedures, and the manner of proceeding with the 
working up of a supposed endocrine case, are in- 
cluded. In order to facilitate matters for the busy 
practitioner, a chapter is devoted to symptom diag- 
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nosis. Here each symptom and the endocrine dis- 
order in which it may occur are listed. Similar 
tabular data concerning the various endocrine prod- 
ucts and their dosage are presented. 

One wonders if much of the matter covered is 
not in too great a state of flux to warrant present- 
ing it in such detailed form to the general practi- 
tioner. The volume contains much which can 
be of no practical value to the general practitioner. 
Therapy prescribed in many instances does not 
seem to be based on accurate scientific study. It 
would seem better to present the subject of clini- 
cal endocrinology to the practitioner in as brief @ 
form as possible, devoid of as many controversial 
clinical facts as possible, thereby giving him a 
much firmer basic understanding upon which to 
build. The volume contains no bibliography and 
therefore is not of so much interest and value to 
the endocrinologist. 


A Manual of Practical Obstetrics. O’Donel Browne. 
363 pp. Baltimore: William Wcod & Company. 
$6.50. 


The just fame of the Rotunda Hospital in Dublin 
warrants high expectation from this well-written 
manual by the Assistant Master. So different, how- 
ever, are the viewpoints in obstetrics on this side 
of the Atlantic, it cannot be considered as indis- 
pensable to either the student or general practi- 
tioner here. Our effort in the United States to im- 
prove maternity results are directed to extension 
of hospital facilities and methods to all but quite 
normal cases. Many methods described in this book, 
such as the use of a vaginal plug for placenta 
praevia, are those better adapted to home operating, 
which we have decided is outmoded. However, the’ 
conscientious practitioners in inaccessible rural dis- 
tricts, as yet untouched by good highways, who Can- 
not promptly remove the abnormal patient to a good 
hospital, may find here much useful instruction. One 
wonders, though, whether the directions for even 
the simplest operations can be followed by a doctor 
so inexperienced as to need the picture of a needle- 
holder. 

The kind of midwifery that the author has in 
mind may be illustrated by these sentences from 
page 61. “The real success in the first stage is in 
the hands of the nurse. It is only fair to tell her 
exactly what she is to do, if she is not already 
fully aware of your wishes. She should be able 
to recognize the change from first to second stage 
labour and judge the time to send for medical as- 
sistance for delivery.” ° 

Many other directions throughout the book re- 
call the divergence in cisatlantic ideas. On page 
72, one is warned never to use pituitrin after the 
first stage of labor. Many here believe it is safest 


after the cervix is fully dilated. On page 104, 
pituitrin is said to be bad for primary inertia, and 
what is called “masterly inactivity” is urged. On 
page 74, nitrous oxide and oxygen are said to be 
Many here believe that 


“ideal for toxic cases.” 


hypertension is increased, as well as the danger of 
capillary rupture by the almost inevitable cyanosis, 
if complete anesthesia is induced with nitrous oxide. 
Basal anesthetics are discountenanced, and paral- 
dehyde and the barbiturates, widely and success- 
fully used in this country, are not even mentioned 
by name. 

The description of normal labor, of abnormali- 
ties and of the pathology involved is good; but 
the instructions for treatment are so at variance 
with accepted procedures in this country as to be 
quite confusing to the uncertain novice. On page 
147, for the treatment of contraction ring, it is sug- 
gested, “if delivery is indicated,” that forceps 
should be tried at first. “If this step fails to dilate 
the ring, bring down a leg and apply steady pro- 
longed traction.” If version is found impossible 
because of tightness of the spasm, cesarean section 
is then advised. In America we believe that ab- 
dominal section should never be considered an es- 
cape method; following unsuccessful forceps or ver- 
sion it is exceedingly dangerous and contributes 
generously to maternal mortality. 

The drawings are many and good, especially 
those of pelvic pathology, although picturing the 
right hand as the vaginal one in manual examina- 
tion is again somewhat confusing to American 
trained obstetricians. There is an interesting chap- 
ter on radiology and another on blood-grouping, 
although the great value of transfusion as a pro- 
phylactic procedure in bleeding cases and in the 
treatment of shock is not emphasized. 

The book is well bound in cloth, the paper is 
heavy and the printing clear. There is an excellent, 
detailed index. 


Bulletin of the Neurological Institute of New 
York. Edited by Charles A. Elsberg. Volume 5, 


August, 1936. 544 pp. Baltimore: Waverly Press, 
Inc. 


This volume is the Elsberg Anniversary Number 
and marks his sixty-fifth birthday. 

Charles A. Elsberg has done much for the ad- 
vancement of neurosurgery and, in particular, the 
surgery of the spinal cord. It is fitting that his 
sixty-fifth birthday and his retirement as the active 
leader of the surgical service of the Neurological 
Institute should be recognized by his friends and 
pupils. 

The volume consists of some thirty-three papers 
on neurologic and neurosurgical subjects. Many of 
these papers are of real value, and almost all of 
them are interesting. The great variety of subjects 
discussed in these papers shows the energy of the 
staff of the Institute and the wealth of material 
at its disposal. It is not the desire or purpose of 
the reviewer to select any article or articles in 
a Festschrift of this sort for especial praise. All 
were written—whether by Dr. Elsberg’s oldest asso- 
ciate or by his youngest pupil—to do him honor. It 
is sufficient to say that the average value of these 


contributions is high and, therefore, the whole 
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book is well worth reading. The printing and 
the illustrations are excellent, but it is a pity that 
the proofreading was not done more carefully. A 
brief “Foreword” by Frederick Tilney summarizes 
Elsberg’s life and estimates his value as a neuro- 
surgeon. A portrait of Elsberg and a useful index 
complete the volume. 


An Index of Treatment. By various writers. Edited 
by Robert Hutchison. Eleventh Edition. 1020 
pp. Baltimore: William Wood & Company. 
$12.00. 


It is a notable attainment for this publication to 
reach its eleventh edition since its first appearance 
in 1907 — this itself proves merit. It is an encyclo- 
pedic compilation written by many English physi- 
cians of high standing aiming to provide the prac- 
titioner with a complete guide to treatment in a 
compact and convenient form. It is well written. 
The topics are classified alphabetically, and the sub- 
ject matter is treated authoritatively and concisely. 
There is always emphasis on common sense and 
practicability, and principles are well stressed. 
There is a tendency, however, to polypharmacy, and 
details bespeak, at times, therapeutic customs not 
familiar to us. A more important criticism, how- 
ever, is its fixed bulkiness and high cost for a ref- 
erence work on a subject which is steadily chang- 
ing. A loose-leaf arrangement ought to make this 
otherwise excellent book more practical and lasting 
to the general practitioner. 


A Textbook of Obstetrics. Edward A. Schumann. 
780 pp. Philadelphia and London: W. B. Saunders 
Company. $6.50. 


Rarely is a reviewer justified in giving such un- 
qualified commendation as this book frankly merits. 
It is a joy to find a textbook so perfectly adapted 
to its purpose. Everything pertinent to the science 
and the art of obstetrics is included, and fine dis- 
crimination is shown in awarding plates and space 
to the plenitude of subjects discussed. If perhaps 
a few more pages are given to the discussion of 
ectopic pregnancy than the subject would seem to 
merit, the reader will not cavil, because of the ex- 
cellence of the subject matter and the illustrations. 
The major subjects of abortion, placenta praevia, 
toxemia and sepsis are ably presented, and the stu- 
dent will derive much profit from the author’s long- 
standing interest in, and experience with, the 
mechanics of labor and delivery. 

Here and there, of course, the justly envious read- 
er will joyfully pounce upon such trivialities as the 
failure to mention high blood estrogen as the stim- 
ulating agent in cancer complicating pregnancy; or 
that the role of vitamin B is not mentioned in the 
discussion of polyneuritis; or that germ plasm de- 
ficiencies are not given their share of blame for 


habitual abortion. Such details do not detract. In- 


deed, were the literary style not so fine and the 
fulsomeness of suggestion not so consistent and ex- 
tensive, the reader would not himself be kept up to 
the intellectual pitch which makes him aware of the 
rare omission. 

The make-up of the text is exceedingly service- 
able. Under the chapter heading, the discussion is 
separated into subchapters, main paragraphs and 
subparagraphs, all clearly demarked by various 
type. This will prove of great assistance to the 
undergraduate student, for it helps him to think 
logically and to remember. The book is not so 
large and heavy-as most comprehensive textbooks, 
being but slightly larger than the conventional 
novel. The paper is pleasantly smooth and shiny and 
the type, perfect. There is a useful, sensibly con- 
cise bibliography, with no attempt at display, and 
an adequate index. The book is well worth its 
cost. We congratulate Dr. Schumann, who serves 
obstetrics well by this admirable treatise: and we 
commend his publishers, W. B. Saunders Company, 
for their good bookmaking. 


A Textbook of Surgery. John Homans. 
Fourth Edition. Springfield 
Charles C Thomas. $8.00. 


This textbook of surgery, written by Homans 
with the aid of various members of the Surgical 
Department of the Harvard Medical School, hag al- 
ready gone through three editions since it was first 
published in February, 1931. In this, the fourth edi. 
tion, the book has been revised and a chapter on 
Amputations and Plastics has been added. 

One is accustomed to think of a textbook of sur- 
gery as a dry compilation of essential facts, valu- 
able for reference but hardly an ideal companion 
for an evening by the fire. Great was the surprise 
of this reviewer when he found himself led on, page 
after page, by the delightful way in which Homans 
has presented his material. Every chapter opens 
with a piquant historical sketch of the early devel- 
opment of the branch of surgery to be described. 
“That astonishing old genius, Hippocrates,” is a 
masterful summation. The author does not confine 
these touches to his introductions. His conclusion 
to the description of the formation of a _bedsore, 
“thus a very unpleasant sort of ulcer is estab- 
lished,” is an example of the original kind of humor 
which lightens many a page. 

For his ability to present the fundamental facis 
connected with every sort of surgical problem the 
author deserves the highest praise. The treatment 
of these conditions must necessarily, in a book like 
this, be simply an outline, but it is remarkable how 
successfully Homans has condensed this phase of 
the subject. 

The inclusion of the specialties in a book on sur- 
gery is unusual, but Homans has excellent chapters, 
for which he gives credit to his allies, on the Eye, 
Ear, Nose and Throat, and Neurologic Surgery. Un- 
doubtedly a specialist in each of these fields might 
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find minor omissions and inadequate representation 
of problems which to him seem highly important, 
but the medical student covering the entire field 
of surgery cannot go wrong if he remembers the 
things Homans emphasizes. 

The book is excellent, and well deserves the suc- 
cessful reception that has been given it. 


Preoperative and Postoperative Treatment. Robert 
L. Mason. 495 pp. Philadelphia and London: 
W. B. Saunders Company, 1937. $6.00. 


The author, with the help of eleven collaborators, 
undertakes to present a detailed consideration of 
the preparation and aftercare of surgical patients. 
In general, the plan and presentation are excellent, 
and the book should be of great value to the gen- 
eral surgical practitioner. Adequate illustrations 
supplement the text, and there are an appendix of 
normal chemical standards and a good working in- 
dex. Bibliographies at the ends of most chapters 
refer to the chief studies in the recent literature as 
well as to some of the older, classical studies. 

A valuable feature is the detailed presentation of 
diets suitable for various problems. These are 
quoted from the “Diet Manual” of the Massachusetts 
General Hospital, where clinical trial has justified 
their usefulness. 

In preparation of such a book, the author must 
have more than the ordinary indecisions as to what 
to include and what to reject. Chapters dealing with 
Shock and Water Balance are obviously necessary, 
although their applicability extends to wider fields 
than the intention of this book. An excellent chap- 
ter on Superficial Burns, by Aldrich, is less per- 
tinent, but will undoubtedly be of interest and value 
to readers. 

No attempt is made to discuss the field of neuro- 
surgery, nor is there any discussion of thoracic sur- 
gery save for a chapter on Acute Empyema and 
Subphrenic Abscess by Strieder. 

Additional chapters would be desirable on special 
considerations affecting surgery in children, sur- 
gery in vascular diseases, and plastic surgery. Skin 
preparation is covered in one brief paragraph in the 
chapter on General Preparation, and another in the 
chapter on Orthopedic Surgery. However, there is no 
discussion of skin preparations in emergency surgery 
or of the use of skin antiseptics on the operating ta- 
ble. Some reference to the role of physiotherapy in 
postoperative care of traumatic and orthopedic cases 
would be useful. Munro’s method of tidal drainage 
of the bladder is twice alluded to, but an illustra- 
tion, an explanation of the apparatus, and a refer- 
ence in the index would be helpful. 

Part I of the book deals with general considera- 
tions, and the titles of chapters, such as Operative 
Risk, Heart Disease, Diabetes, Anesthesia, Transfu- 
sion, Pulmonary Complications, Ileus, Wound Dis- 
ruption, Urinary Complications, and the like, suf- 
ficiently indicate its scope. Part II deals with re- 
gional surgical problems — Otolaryngology, Hyper- 


thyroidism, Biliary Tract, Hernia, Gynecology, Urol- 
ogy, Traumatic Surgery, and so forth. 

Many of the chapters dealing with special fields 
and problems have been contributed by collabora- 
tors who, in general, are well qualified for their 
tasks. As in all such books written with the help 
of collaborators, however, the chapters are unequal 
and uneven as to merit, length, character and em- 
phasis; and a certain amount of repetition, duplica- 
tion and disagreement seems to be inevitable. 


Light Therapy. Frank Hammond Krusen. Second 
Edition, Revised and Enlarged. 238 pp. New 
York: Paul B. Hoeber, Inc., 1937. $3.50. 


This book contains a wealth of valuable up-to-date 
information on three portions of the electromagnetic 
spectrum—ultraviolet, visible and infrared—and is 
written by one well qualified to do so. It contains 
chapters on the physics, sources and physiology of 
these rays, suggests the relative value of most of 
the more common artificial sources producing these 
radiations, and gives the technic for applying them. 

More than 70 pages are devoted to various dis- 
eases for which this type of treatment has been ad- 
vocated, emphasizing the indications and contra- 
indications for such use. Throughout the book the 
author has quoted freely from authorities in this 
work, interspersing these quotations with notes of 
explanation and suggestion. By this method he per- 
mits the reader to be the judge of the efficiency of 
the various sources of light and heat when dealing 
with certain diseases. 


The author has blazed the trail for a better under- 
standing of radiation therapy but emphasizes our 
present limited knowledge in this field. Such a 
presentation forces the reader to think for himself 
and is stimulating for research. 

A most disappointing feature, however, is the 
prominence given to the many diseases appearing 
at the beginning of nine of the chapters on ultra- 
violet radiation. These diseases, two hundred and 
fifty of them, are labeled “in which ultraviolet light 
has been said to be of value,” because someone pub- 
lished an article following the successful outcome 
of a case in which ultraviolet light was used. This 
detracts a great deal from the value of the book, as 
a large number of these diseases could be helped by 
ultraviolet light only through some very circuitous 
route and a vivid imagination. The casual reader 
might be easily misled into thinking otherwise. 

The author is highly capable of presenting the 
reader with an authoritative list of the few patho- 
logic conditions for which ultraviolet radiation is of 
value, and then, if he should choose, of adding a list 
of the few other conditions about which there is 
still some doubt regarding the efficacy of this treat- 
ment. Some such arrangement would greatly in- 
crease the value of the book and, in addition, would 
render it much more practical. The author has 
apparently included these with the name of the 
writer only to make his book impartial and not be- 
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cause he always agrees. Nevertheless, this book is 
a distinct asset in the field of physical medicine and 
is worthy of a place in the working library of all 
those physicians who are attempting to use physical 
medicine seriously. 


Brookings. A Biography. Hermann Hagedorn. 334 
pp. New York: The Macmillan Company. $3.50. 


The reason for reviewing this charming biog- 
raphy in a medical journal is the close relation be- 
tween Brookings’s career and the renascence of 
the medical school of Washington University. The 
new medical school was entirely of Brookings’s 
creation; his was the mind that conceived the de- 
velopment of a school that should supply the South- 
west with well-educated graduates in medicine, and 
his was the driving force that put it through. 

When Abraham Flexner, during the course of his 
investigations of medical schools, inspected the old 
school at St. Louis, he gave Brookings, who was then 
president of the corporation of Washington Univer- 
sity, the alternative of closing the school or reor- 
ganizing it from top to bottom in accordance with 
modern standards. Brookings saw the justice of 
Flexner’s criticisms and accepted the latter choice. 
How he did it is told by Hagedorn in his biography. 

Brookings was a truly great man, able to see 
things clearly and to throw himself heart and soul 
into whatever he undertook. His other achieve- 
ments, including his services to the nation during 
the War, are equally inspiring to the reader. His 
rise from a clerkship in a woodenware house to the 
position of responsibility that he gladly assumed 
and gallantly sustained constitutes an epic of Amer- 
ican life. 


The Diagnosis and Treatment of Pneumonia. Camp- 
bell P. Howard. Edited by Henry A. Christian. 
373 pp. New York: Oxford University Press. 


This volume is a third reprint, the original of which 
appeared in 1931 as the tenth and last of the series 
of Oxford monographs edited by Dr. Christian. In 
the section on Lobar Pneumonia, which occupies two- 
thirds of the book, there has been inserted a total 
of 40 pages, and the bibliography has been extend- 
ed to correspond. The additional pages deal with 
the recent advances in bacteriologic classification 
and in treatment. 

The material in this book is presented clearly 
and authoritatively by an eminent clinician and 
manifests, in many respects, the influence of Osler, 
under whom the author received his early clinical 
training. Laboratory aspects are dealt with ade- 
quately. Such recent subjects as the use of arti- 
ficial pneumothorax and the extension of specific 
treatment to cases due to the newer types of pneu- 
mococci have been inserted. 

The volume is well bound, clearly printed and, 
while best suited for the physician engaged in the 
practice of internal medicine, can be read with 


profit by all physicians and specialists alike. Some 
of the recently inserted pages contain charts and 
tables not adequately described and not entirely 
in keeping with the tone of the rest of the volume. 


Applied Dietetics for Adults and Children in Health 
and Disease. Sanford Blum. 408 pp. Philadel- 
phia: F. A. Davis Company. $4.75. 


The book is essentially a formulary of foods in 
two parts; one is for adults and the other for chil- 
dren. Healthy states as well as most diseases and 
disorders are listed alphabetically; and under each 
heading the foods to eat and to avoid are recorded, 
the regime for a day is given, and special considera- 
tions are described. 

Under “normai diet,” steaks, roast beef, lamb, 
oysters and liver are some of the proteins to eat; 
and tongue, kidneys, liver, sausage, pork and lob- 
sters are some of those to avoid. Corn, cabbage, 
sprouts and turnips are some of the vegetab’es to 
avoid; and nuts, pies, cakes, waffles and sauc#; are 
some of the sundry foods not to consume. Under 
the heading, “type régime for a day,” a somewhat 
limited list of foods to eat for breakfast, lunch and 
dinner is given. Some special considerations are 
to eat slowly, only at meals and to omit all gravies, 
condiments and greasy foods. While the special 
considerations given for the consumption of food are 
generally sound, the foods allowed a healthy person 
seem somewhat restricted. The position of liver is 
anomalous, since you can and you cannot eat it. 
This may be a misprint. The book may be found 
useful for practitioners and dietitians. 


Skin Diseases in Children. George M. MacKee and 
Anthony C. Cipollaro. 345 pp. New York and 
London: Paul B. Hoeber, Inc. $5.50. 


The title “Skin Diseases in Children” describes 
this book very well. The range of both common and 
rare diseases in children is covered most adequate- 
ly and even an occasional disease almost never 
seen in children is included. With only one other 
book devoted to skin disease in children, and that 
a part of a system of pediatrics, this book should 
fill a definite place in the libraries of general prac- 
titioners and pediatricians especially. It is es- 
sentially a practical book, reviewing the manifesta- 
tions of the various diseases and going into details 
of treatment, often with a brief statement regarding 
etiology. There are also many excellent illustra- 
tions taken from the very large collection of the 
authors. It might have been well to have placed 
the chapter concerning the care of the normal skin 
first and to have devoted somewhat more time to its 
discussion. Syphilis, as the authors indicate, can- 
not be adequately covered in a small volume of this 
sort, but a general outline of the features of this 
disease does as well as could be accomplished in 
such a short space. All in all, the book covers the 
field of children’s skin manifestations very ef- 
ficiently. 
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